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OR-01
Questionnaire survey and analysis of sleep condition after
COVID-19 infection

Manlu Lu,Jiwei Zhu,Qiangian Jiao,Lu Liu,Lei Pan
Affiliated Hospital of Binzhou Medical University

Objective Since the epidemic of coronavirus disease 2019 (COVID-19), people&#39;s sleep
quality has changed, especially for infected people, insomnia has become one of the symptoms of
"long COVID-19". The purpose of this study was to investigate the psychological and sleep status
of people after COVID-19 infection, and to explore the occurrence and influencing factors of
insomnia after COVID-19 infection. Meanwhile, measures taken and medication used by insomnia
patients were also investigated.

Methods By using the method of cross-sectional study and convenient sampling, the survey
subjects of residents in Binzhou who were infected with COVID-19 from December 2022 to
February 2023 were selected and the questionnaires were published and collected by the
questionnaire star platform, including general data, sleep condition before and after COVID-19
infection, insomnia severity index scale (ISI) and medication. Univariate analysis was used to
analyze the related factors of COVID-19 infection.

Results 589 questionnaires were collected and 564 valid questionnaires were collected. The
results of 564 subjects showed that there were 183 (32.45%) males, 381 (67.55%) females. Among
the 564 subjects, 208 (36.88%) had no insomnia and 356 (63.12%) had insomnia, including
subliminal insomnia in 202 (35.82%), moderate insomnia in 116 (20.57%) and severe insomnia in
38 (6.74%). Univariate analysis indicated that there were statistically significant differences in the
prevalence of insomnia among COVID-19 infected people of different ages, occupations and
education levels (P<0.05). Of the 356 insomniacs, 55.60% did not take any measures against
insomnia, while those who went to the hospital, took drugs, took physical exercise and other
measures were 10.10%, 24.20%, 16.60% and 7.60% respectively. Among the patients with
insomnia, 26 (7.30%) took estazolam, 20 (5.60%) took alprazolam, 61 (17.10%) took zopiclone,
216 (60.70%) did not take drugs, and 33 (9.30%) took other drugs to improve sleep.

Conclusion The prevalence rate of insomnia after COVID-19 infection is high and higher than that
of the general population in China. Making personalized psychological counseling according to
different age, occupation and education of patients with insomnia may be an effective strategy to
alleviate insomnia.

OR-02
Higher body mass index is associated with higher
hyperuricemia in patients with obesity and obstructive
sleep apnea

Na Pan
REEERER 2 BB B

Objective Obstructive sleep apnea (OSA) is currently recognized as a risk factor for
dysmetabolism. However, few studies have investigated the impact of obesity and OSA on serum
uric acid (SUA) levels. This study aimed to investigate the SUA levels and risk factors
for hyperuricemia in patients with obesity and OSA and to determine whether bariatric surgery
(laparoscopic sleeve gastrectomy (LSG)) could decrease SUA levels.

Methods A total of 182 patients with obesity and OSA were recruited for this study. All patients&#39;
demographic data, polysomnography (PSG), SUA, blood glucose, lipids, and glycosylated
hemoglobinAlc (HbAlc) were recorded. The patients were divided into non-hyperuricemia-OSA
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(NHUA-OSA, < 360 pmol/L) and hyperuricemia-OSA (> 360 pumol/L) groups according to their SUA
levels. Logistic regression analysis was performed to identify the independent risk factors for
hyperuricemia in patients with obesity and OSA. At follow-up, changes in BMI and SUA levels
before and after bariatric surgery were statistically analyzed using repeated measures analysis of
variance (ANOVA).

Results Hyperuricemia was present in 76.9% of the patients with obesity and OSA. The body mass
index (BMI), oxygen desaturation index (ODI), and time spent below 90% oxygen saturation
(T90%), creatinine(Cr), and uric acid/creatinine (Uric/Cr) ratio were higher, and rapid eye
movement (REM) duration and mean oxygen saturation (meanSpO2) were lower in the HUA-OSA
group than in the NHUA-OSA group. Multiple logistic regression analysis showed that BMI was an
independent risk factor for hyperuricemia in patients with obesity and OSA (OR 1.103, 95%
Cl1.032-1.178, P =0.004) after adjusting for confounding factors. Receiver operating
characteristic (ROC) curve analysis revealed that the area under the curve (AUC) for BMI was
0.695 and the optimal cutoff value was 41.80kg/m2. The BMI and prevalence of hyperuricemia
gradually decreased in 23 patients reassessed at the 1, 3, and 6 months follow-ups after bariatric
surgery (all P< 0.05), while the SUA level increased at 1 month and started to decrease only at 3
months after the surgery.

Conclusion Hyperuricemia is frequent in patients with obesity with OSA. Increased SUA levels
were related especially to obesity. Higher ODI, T90%, and lower REM duration and meanSpO2
may play role in the development of hyperuricemia. When patients with OSA have a BMI = 41.80
kg/m2, measurement of SUA levels should be recommended for early diagnosis and treatment.
Our results also demonstrated that bariatric surgery can effectively decrease SUA levels.

OR-03
TREM-1 FERERRPFIR E SR TR AN BRI B L Z P Y
XK

IKE EREE, RBRE
L P ARL RS 5 R B

HE @i CIH %44 T BRI R AL, 1T TREM-1 78 CIH % S EREGH ) M1 BB AL R b i
YER, $7~BH ZE B BRI IR T 1545 5 1E(OSAS) 175 T all ks AL AL (AS) 7 FHL, S OSAS &3
AS BIIETT HRAHT IR 2 S B AR

JriE 1A% CIH /NRASRY, DUIEH B3R ApoE-1-/N R E0H R (NC). @i s . e O
Petty, HE YLt v /NRAR N AS BAREHEATIGAE; ELISA /N R+ LDL. TC 1 TG )%
RO I G AU S e e o B AS BEER R B4R AR ALK ;- Western blotting A0 /N iR 32
Pk TREM-1 )R A RIS M. 2.8 CIH RAW264.7 BRI, DLIEH 551 RAW264.7
Ewziffy NC 4. HmAAMEAR ., s tho AR I B R AL Ol ELISA Il B iR 41
43 TNF-a. IL-6. IL-10 f1 VEGF [#)14#; RT-gPCR F1 Western blotting £l LW 41 fii-F TREM-
1 EEE M. 3METIITER TREM-1 i) RNA(sh-RNA)EH% % sh-TREM-1,%4187% 2 sh-TREM-
1 #4e% CIH RAW264.7 EREAIfuis Al g, DA X B2 (sh-NC). F| RT-gPCR #il Western
blotting I 1% 7 B I % G« R AT IR U s VLN AR I RNA FHLUTE TREM-1 5, X
RAW264.7 BV AL 52 ;  ELISA #&31l RNA T-HUTER TREM-1

G L EEhHGER . ML OYER HE Yt g5 R EIR, 5 NC 4UMHEL, CIH b /NG =Sk sk BEfE
e BE A B B3 K ELISA £ 57, CIH 48R imiE+ LDL(P<0.001). TC(P<0.001) #1
TG(P<0.001) B &M m; FddUua g 1Bk, 5 NC AMEtL, CIH AliES M1 7 E g4
LRI E A CD68 #iA Eifl; Western blotting 45 £ 27x, CIH 4/hR E3hjkh TREM-1 1%
IEIKEFE (P<0.01). 2 i RAMARF R R ARE R TR, 5 NC AL, CIH 41 RAW264.7
B WEami s ML R4k, ELISA 45 578, CIH 41 RAW264.7 EWgE4Hi /Wi IL-6. TNF- a ik
KV T (P<0.01),IL-10. VEGF (3R 1E /K1 &2 3 F# % (P<0.001);RT-gPCR Al Western
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blotting 25 {7, CIH 241 RAW264.7 EREZHALH TREM-1 R IA/KF-F+ 5 (P<0.001). 3.4 1275 B¢
sh-TREM-1 %4+ % CIH /Nl RAW264.7 EREZH it A b, RT-qPCR il Western blotting 45 4 27K,
sh-TREM-1 854040 RAW264.7 E MR8y ; AR R Il 45 R W, 5 sh-NC
HAHLL, sh-TREM-1 Hrh E R4 R M1 BUR AL E &= /b (P<0.01);ELISA 45 R 27K, 5 sh-NC 4
FHEE,  sh-TREM-1 A TNF- a Fik /KPR EFK (P<0.001),IL-6 ik i X (P>0.05),IL-10 ()%
KB EFH 5 (P<0.01),VEGF [l3ik /K& &5 (P<0.01).

28 1.CIH /NRARN AS BB Th A, ik SR N BEREgiem M1 BUtk; 2.CIH Al s B
Yl ML IR AL 3.RNA THEUTEL TREM-1,CIH /S 1 BV ffa ) M1 RUAR Ak Bom i B b ;s 45
LRrd: CIH vJRgEE IS TREM-1 7 S BRI M1 Bk, #ims5 AS kAR E.

OR-04
A Comparative Study of One-night Oxygen Therapy for
Obstructive Sleep Apnea in Patients with Interstitial Lung
Disease

Teng Han,Zhang xiaolei
o H AP BE B

Objective Up to now, there is no satisfactory treatment for obstructive sleep apnoea (OSA) in
patients with interstitial lung disease (ILD). Although OSA can be effectively treated with CPAP, the
treatment is poorly tolerated in at least one-third of patients with OSA, and CPAP intolerance is an
even greater problem in those individuals with ILD. Supplemental oxygen therapy has been shown
to reduce hypoxaemia and is well tolerated by patients with OSA and ILD. However, little is known
about the supplemental oxygen treatment effect on these patients. In this study, we evaluated a
one-night oxygen therapy in ILD patients with OSA.

Methods Forty-one patients with fibrotic ILD were recruited from Pneumology Department.
Patients were randomly assigned to receive nasal NOS at 2 L/min and sham oxygen (ambient air),
in a crossover design, separated by a washout period of 1 weeks. This trial assessed the effects of
overnight supplemental oxygen versus air (sham) on sleep architecture and respiratory events and
cardiovascular reaction.

Results Forty-one patients with fibrotic ILD were included for final analysis. During nights with
sham oxygen, the median (interquartile range) total AHI was 14.1/h (10.4/h-24.1/h). The
percentage of N3 sleep stage was 19.5% (14.0%-31.2%). Oxygen therapy significantly decreased
the total AHI by a median of 9.3/h (95% CI, 7.6/h-14.4/ h; P < .001), through a reduction in Al by
5.0/h (95% CI, 1.9/h-9.3/h; P < .001) and HI by 6.0/h (95% CI, 2.2/h-8.5/h; P < .001). NOS also
increased the percentage of N3 by 4.4% (95% CI, 0.3%-10.1%; P <.049) and lowered the sleep
stage changes index by 1.6/h (95% CI, 0.0/h-4.8/h; P =0.036). There was no significant difference,
oxygen versus air, in blood pressure and total sleep time. However, the oxygen therapy decreased
the heart rates during sleep.

Conclusion Supplemental oxygen virtually improved the OSA severity including proportion of N3
sleep, sleep stage changes index and respiratory events. Supplemental oxygen substantially
reduced the sleep heart rates, but had a minimal effect on markers of nocturnal blood pressure in
one-night oxygen therapy. Therefore, oxygen therapy would be used as a therapeutic treatment in
the ILD patients with OSA and more researches are needed to evaluated the long-term treatment
outcome.
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OR-06
Pulse rate variability predicted cardiovascular disease in
sleep disordered breathing: the Guangdong Sleep Health
Study

Miaochan Lao®, BREz 1, 1) [ 2 4kt 3,36 8 1, VFatleis 1, Edledle 1,808 1l
1 ETERKZE REARER (TREESREAR) 1 REEEEAIT TR & HOE B 2 BHEIR O
2. P BE ARl B R AL R A W T, ARSI 2 g R Al 2 B R AT 5 BAE G2 &R
3. TS T A

Objective Pulse rate variability (PRV) is a new technique for autonomic function. PRV predicts
stroke and atrial fibrillation in patients with sleep disordered breathing (SDB). However, the
relationship between PRV and cardiovascular disease (CVD) was unknown in SDB. This study
aimed to investigate the correlation of PRV with the incidence of CVD in patients with SDB.
Methods This was a cross-sectional study. Community residents in Guangdong were investigated.
Sleep study were conducted with an intelligent wearable type 1V sleep monitoring. PRV parameters
was assessed from the pulse waveforms derived from the sleep monitoring.
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Results 3747 participants were enrolled. The mean age was 53.9+12.7 years. 1149 (30.7%) were
diagnosed as SDB. PRV parameters, except for the averages of pulse-to-pulse intervals (ANN),
were higher in participants with SDB than those without, and lower in participants with CVD than
those without. After adjusting for traditional CVD risk factors, deceleration capacity of rate (DC),
ANN, and the percentage of pulse-to-pulse interval differences that were more than 50 milliseconds
(PNN50) were independently correlated with CVD risk in all participants (OR were 0.873, 1.002,
and 1.254 respectively; P were 0.001, 0.004, and 0.001 respectively) and participants with SDB
(OR were 0.826, 1.002, and 1.285 respectively; P were 0.003, 0.009, and 0.010 respectively), but
not in participants without SDB. There was no interaction effect between DC, ANN, PNN50 and
ODI. In hierarchical analysis, DC and ANN were independent predictors for CVD in SDB patients
with age <60 years, male, overweight, diabetes, and normal lipid metabolism. PNN50 was
independent predictor for CVD in the elderly SDB patients without overweight, diabetes or
dyslipidemia.

Conclusion PRV parameters, such as DC, ANN, and PNN50, may be specific predictors for CVD
in SDB. PNN50 was a potent biomarker for CVD risk in the elderly with SDB, event without
traditional CVD risk factors.

OR-07
Prodrug Nanoparticles ameliorates chronic intermittent
hypoxia-induced inflammation by skewing microglia to the
M2 phenotype and inhibiting neuronal injury

Hongwei Wang, ikJ& xt, B 35 3¢, X1
A K 2 R A B S T R R B

Objective Chronic intermittent hypoxia (CIH) induced inflammation is the major pathological origin
of obstructive sleep apnea syndrome (OSAS)-associated cognitive impairment. Despite continuous
positive airway pressure can alleviate upper airway obstruction, because of its limited compliance
reduces the therapeutic benefits. Previously study revealed that PPARg and NF-kB pathways have
been demonstrated involving in inflammatory hippocampal injury induced by CIH, and upregulating
the expression of PPARYy or blocking NF-kB pathway can alleviate neuronal damage and cognitive
impairment. Modified prodrug nanoparticles can be loaded with drugs for precise, targeted
treatment, the purpose of current study was to research the effect of prodrug nanoparticles-induced
microglial polarization to M2 phenotype and inhibiting the process of neuronal injury.

Methods In vitro, the anti-inflammatory effect of prodrug nanoparticles is mainly verified by BV-2
microglial cells. BV-2 cells model was established using an intermittent hypoxia device. After CIH
treatment, PPARYy agonist, NF-kB antagonist and modified nanoparticle were used as therapeutic
treatment. Then the expression levels of pro-inflammatory factors, microglial polarization,
apoptosis, PPARyY/NF-kB pathway and were analyzed. In vivo, CIH-induced C57BL/6J mice were
treated with above-mentioned drugs for 24 h. Morris water maze trial was conducted for six days,
and mouse hippocampus were harvested after the animals were sacrificed. The expression of
inflammatory factors, microglial markers and apoptosis-related markers in the hippocampus of mice
in each group were monitored by qPCR and western blot.

Results PPARYy agonist, NF-kB antagonist and modified nanoparticle treatment could decrease
the levels of pro-inflammatory coefficient expressed in the BV-2 cells and mouse hippocampus.
Moreover, modified prodrug nanoparticles could ameliorate CIH-induced inflammation of microglia
in vivo through down-regulating the expression of pro-inflammatory factors, promoting microglial
polarization to M2 phenotype and inhibiting neuronal apoptosis.

Conclusion Taken together, our findings demonstrated that modified prodrug nanoparticles might
ameliorate inflammation by inducing microglial polarization to M2 phenotype and inhibiting neuronal
apoptosis, suggesting that modified prodrug nanoparticles may be applied to the rehabilitation
of CIH-associated cognitive impairment in the future.
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OR-09
Diagnosis of obstructive sleep apnea using a bio-radar
contact-free system compared with an established HST
device in older adults

Chuanxiang Li*24,Yun Feng Zhang?,Zheng Zhu3,Fang Ying Lu?4,Yi Wang?4,Li Yue Zhang?#,Ning Li?,Xian Wen
Sun?,Qing Yun Li?
1. Department of Respiratory and Critical Care Medicine, Tongren Hospital Affiliated with Wuhan University, The
Third Hospital of Wuhan
2. Department of Respiratory and Critical Care Medicine, Ruijin Hospital, Shanghai Jiao Tong University school of
Medicine

3. Department of Respiratory and Critical Care Medicine, Liqun Hospital, Putuo District
4. Institute of Respiratory Medicine, Shanghai Jiao Tong University School of Medicine

Objective To compare a bio-radar contact-free monitoring device in diagnosing obstructive sleep
apnea (OSA) in older people with an established home sleep apnea testing system (HST).

Methods It is an observational, prospective study. Fifty-three out of 63 recruited subjects were
included in the final analysis. 72% were male (age 72+9 years; body mass index 31.05+£5.56 kg/m2).
Intraclass correlation coefficient (ICC), Bland-Altman analysis, and receiver operating characteristic
analysis were used to compare a bio-radar contact-free monitoring device in diagnosing obstructive
sleep apnea (OSA) in older people with an established home sleep apnea testing system (HST) .
Results Both 45 (84.91%) were diagnosed with OSA by Alice NightOne (average respiratory event
index = 21.23 events/h) and by OrbSense+ (average respiratory event index = 25.98 events/h).
Respiratory event index and oxygen desaturation index obtained by Alice NightOne and
OrbSense+ were highly correlated, with ICC of 0.93 and 0.88, respectively. The Bland-Altman plot
comparing the means showed good agreement between the 2 diagnostic techniques. With more
than 5 respiratory events per hour as the standard for OSA diagnosis, OrbSense+ had a sensitivity
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of 100% and a specificity of 100% in diagnosis of OSA (P < .0001). With more than 15 respiratory
events per hour as the standard for OSA diagnosis, OrbSense+ was found to have a sensitivity of
100% and a specificity of 86.96% in diagnosis of OSA (P < .0001).

Conclusion The bio-radar sleep monitoring device is a reasonably accurate home sleep apnea
test for use in older patients.

OR-10
Development and Validation of a Prognostic Nomogram in
Lung Cancer With Obstructive Sleep Apnea Syndrome

Wei Liu, B 7%
EBOR 2N R B

Objective To analyze the prognostic factors and survival rate of lung cancer patients with
obstructive sleep apnea (OSA) by nomogram.

Methods The nomogram was established by a development cohort (n = 90), and the validation
cohort included 38 patients. Factors in the nomogram were identified by Cox hazard analysis. We
tested the accuracy of the nomograms by discrimination and calibration, and plotted decision
curves to assess the benefits of nomogram-assisted decisions

Results There were significant difference in sex, apnea hypopnea index (AHI), Tumor Node
Metastasis (TNM), coronary heart disease, lowest arterial oxygen saturation [LSpO2 (%)], oxygen
below 90% of the time [T90% (min)], the percentage of the total recorded time spend below 90%
oxygen saturation (TS90%) and oxygen desaturation index (ODI4) between lung cancer subgroup
and lung cancer with OSA subgroup (P < 0.05). Lung cancer patients with OSA age, AHI, TNM,
cancer types, BMI and ODI4 were independent prognostic factor. Based on these six factors, a
nomogram model was established. The c-index of internal verification was 0.802 (95% CI 0.767-
0.885). The ROC curve analysis for the nomogram show 1-year survival (AUC = 0.827), 3-year
survival (AUC = 0.867), 5-year survival (AUC = 0.801) in the development cohort were good
accuracy. The calibration curve shows that this prediction model is in good agreement.
Conclusion Decision curve analysis (DCA) suggests that the net benefit of decision-making with
this nomogram is higher, especially in the probability interval of <20% threshold. The nomogram
can predict the prognosis of patients and guide individualized treatment.

OR-11
Identification and validation of ferroptosis-related hub
genes in obstructive sleep apnea syndrome

Jun Liu, #3752
FEW) NP N BN VR

Objective By 2020, the prevalence of Obstructive Sleep Apnea Syndrome (OSAS) in the US has
reached 26. 6-43.2% in men and 8.7-27.8% in women. OSAS promotes hypertension, diabetes,
and tumor growth through unknown means. Chronic intermittent hypoxia (CIH), sleep
fragmentation, and increased pleural pressure are central mechanisms of OSAS complications.
CIH exacerbates ferroptosis, which is closely related to malignancies. The mechanism of
ferroptosis in OSAS disease progression remains unknown.

Methods OSAS-related datasets (GSE135917 and GSE38792) were obtained from the GEO.
Differentially expressed genes (DEGs) were screened using the R software and intersected with
the ferroptosis database (FerrDb V2) to get ferroptosis-related DEGs (f-DEGs). GO, DO, KEGG,
and GSEA enrichment were performed, a PPI network was constructed and hub genes were
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screened. The TCGA database was used to obtain the thyroid cancer (THCA) gene expression
profile, and hub genes were analyzed for differential and survival analysis. The mechanism was
investigated using GSEA and immune infiltration. The hub genes were validated with RT-qPCR,
IHC, and other datasets. Sprague-Dawley rats were randomly separated into normoxia and CIH
groups. ROS, MDA, and GSH methods were used to detect CIH-induced ferroptosis and oxidative
stress.

Results GSEA revealed a statistically significant difference in ferroptosis in OSAS (FDR < 0.05).
HIF1A, ATM, HSPA5, MAPKS8, MAPK14, TLR4, and CREB1 were identified as hub genes among
3,144 DEGs and 74 f-DEGs. HIF1A and ATM were the only two validated genes. F-DEGs were
mainly enriched in THCA. HIF1A overexpression in THCA promotes its development. HIF1A is
associated with CD8 T cells and macrophages, which may affect the immunological milieu. The
result found CIH increased ROS and MDA while lowering GSH indicating that it could cause
ferroptosis. In OSAS patients, non-invasive ventilation did not affect HIF1A and ATM expression.
Carvedilol, hydralazine, and caffeine may be important in the treatment of OSAS since they
suppress HIF1A and ATM.

Conclusion Our findings revealed that the genes HIF1A and ATM are highly expressed in OSAS,
and can serve as biomarkers and targets for OSAS
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OR-14
Short Sleep Duration is Associated with Prolonged Virus
Shedding in SARS-CoV-2 Omicron-infected Patients

Ying Ni Lin,Li Na Zhou,Zhuo Ran Liu,Qing Yun Li
b R I K A R A B i e i 4 R Bt

Objective Sleep disturbance have been implicated in poor prognosis of COVID-19, but less is
known about the influence of short sleep duration on COVID-19 outcomes. We aimed to investigate
whether short sleep duration is associated with prolonged virus shedding duration in SARS-CoV-2
Omicron-infected patients.

Methods A total of 270 patients with a laboratory confirmed COVID-19 diagnosis during SARS-
CoV-2 Omicron-predominant period were recruited. Self-reported sleep duration of the patients
was collected.

Results The two-way ANOVA revealed a significant sleep duration ~ snoring interaction effect for
virus shedding duration. Non-snorers sleeping <6 h had a longer virus shedding duration than non-
snorers sleeping 6 -7h and > 7h, while sleep duration did not affect virus shedding duration in
snorers. Multivariate logistic regression model illustrated that patients sleeping < 6h were at greater
risk of prolonged virus shedding duration compared to those sleeping >7h (OR = 1.93, 95% CI =
1.02-3.68), independent of age, sex, co-existing diseases, vaccination condition, and antiviral
treatment.

Conclusion Short sleep duration (< 6 h) was associated with increased virus shedding in SARS-
CoV-2 Omicron-infected patients.
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OR-16
The Effects of continuous positive airway pressure on
neurocognitive impairment and brain function abnormality
In patients with moderate to severe OSA

JEFT S R BB 2%
R RS — R B

HH To explore the effects of CPAP on improving neurocognitive function and brain metabolism
and potential association in patients with moderate to severe OSA.

J7ik 21 patients with moderate to severe OSA and 26 matched healthy controls were recruited.
PSG, ESS and MCCB, and rs-fMRI were applied to all the subjects. After 3 months of CPAP
treatment, the patient group re-visited the hospital for the re-assessment of ESS, MCCB, and rs-
fMRI. Finally, we compared the data of subjective evaluation of neurocognitive test and ReHo value
between healthy controls group and OSA group and performed correlation analysis between them.
Z55 After 3-month CPAP treatment, OSA patients showed significantly improved performance in
multiple neurocognitive function tests. After adjusting the covariates, OSA patients showed
significantly increased FC within the left hippocampus after CPAP treatment which was verified by
FWE correction. The change of FC within the left hippocampus was negatively correlated with the
scores of symbol coding and mazes test among OSA patients with CPAP treatment. The change
of scores of mazes test also showed a negative relationship with alteration of FC between the left
hippocampus and left lingual gyrus.

Z51#& CPAP treatment could improve the neurocognitive performance and FC within the left
hippocampus in patients with OSA. The improvement of functional metabolism in the hippocampus
may play an important role in reversing executive function in OSA.

OR-17
SRALIE RE AR R 0 PR E S EERIT IR E FRIBSEEERE
% B RIS BRI

FEMERE L. XIERE 2. FRAE L RKMEY
1. E N B AT AL B A X B2 e
2. R I AR R 2 B S ke o = e

B N RS R A (DK A 7 BH %8 B AR IR 2T {5 (KB S 25 A (OSAHS) &8 35 i (1 S i 4%
(TR o

vk JEHL 2017 4F 6 A% 2022 4F 6 A H 2472 FHEIRIFI N (PSG) #ii2 v OSAHS Ei# 38
B, e SEEAVCEC AR IR 32 4 BT 2 35947 DKI F4,  did bl A i 4545 F X 4D A
g B 5 Te) PR B0 (KFAD 3R H 2 MR X 20 M OSAHS 21 2 S i [X 1) KFA {55 PSG w4y
T bR IIAH M

S5 OSAHS HTEWFARAAR . SO 76t 00y (5] AR A /0N i _E B, X 338 1 o 4 4 2R 1) KFA (B
P BALT X (P<0.05) » OSAHS 21 E IFFI B RIES 820 (AHD S5PFIA. 2205
TURE - AT . s AN BB AN R L) KEA {E1E Pearson AHG/r AT H
B2 M (r=-0.476. -0.495. -0.486. -0.583. -0.346. -0.330, p<0.05) ; e fi Ifi 4 10 Al F
(LSO2) SFMRAa. Aol fg it e« A5 O A s e« s Bl A /N BB A /0 i B )
KFA {E7E Pearson A%/ #Hrrh ¥ 2 1EM % (r=0.458. 0.521. 0.505. 0.476. 0.353. 0.381,

p<0.05) . #E—BEEHIER A GAEREFRE (BMD PAFEFR TR N BAT WA M5 0

OSAHS 41 B # 1) AHI 5 AR 220 E O A M RT 8O & F0ar B KFA B 2 A5 (r=-

11



R E 2 B )\ Ji 4 T BB P PR PR 2 R 2L WA

0.344. -0.380. -0.406. -0.537, p<0.05) , -S54 M /NE _EREL AN B KFA {E A ILAH
KM (p>0.05) ; LSO2 SHfARMA. MG e A MIarmcE s Foarml. AN LT KFA
AR IEA% (r=0.366. 0.406. 0.446. 0.404. 0.342, p<0.05) , i 5AM/NE FEIK KFA EH
K WAHRME (p>0.05) .

L5 OSAHS 35 7[R 1) s B2 WP B 458 ARG AL IE 2 S B3G50 40 M X 1 R 41 4 52 2 1 PRI, AT 51 R
XoF I [ D e A

OR-18
OSA &HEMERENFEREIIGETL

F B TRBENT
HH R R SRR Bt

HE PEL OSA A IfmiiE B HF OSA K& H il EE 7B bR IIGE, HARW i bt b br &
YIRS B & FIATN OSA & FF Myl K B3 103 71. N4 G OSA &3t sk &35 /& 15 7 A A~
T8 B 5 D Re 25 6 TT PR AR R

TiE AT T 2 e RSN AERS Be R R IR s A 1208 OSA I 46 4 i3, HhadE 25 4
OSA &¥FmiIEE#FH & 16 %4 OSA K&HmMIEEE . WEEFTH 2 M3 E 1T I IE M EY
16SIDNA %58 . HFTH 22l Y47 22 I8 A0 M BUREAS I I s 90 s . D-ALR (D-LA) . itk
A (ROS) . lEZHE (LPS) KMIHT-kB (NF-kB) 7K,

R W T miE OSA AMEHES M OSA HMFws. M. EEL. A% (body mass
index, BMD NS T EEZERE (p>0.05) . P2 RE M A LIS & b5 L4 it
Z5 (p>0.05) . FERES I RR, miE OSA H53Em s OSA HAiEMAENFEE
BAEGIEER (p=0.04) o Sk OSA AU B -F-IAHX 35 = T JE S L OSA 4, i IR B
FEXE AR T RS ME OSA 4. FUFFH N & Ik OSA A7 iE AL # s #E (p=0.01) . ELISA £l
% ROS. NF-kB. D-LA #l LPS fEmlfilEH S5 E L OSA H Mgt %5 (p fHIY>
0.05) . =ifil/E OSA 4 H# D-LAWKE 5 SaO2mean &AM (r=-0.481, p=0.015) .
G0 5 OSA KRG FFm MR B L, OSA & I i ML 8 35 7 18 WAL R I B E Rl = & B3
A, PR ST 3 AE R 3 BE VR D T BT A B R . OSA & 3 & I R 35 i B e e 5
AR E R ARG, HIX P SR S T B AR AL

OR-19
Differential Effects of Hypoxia and Sleep Fragmentation on
Brain Structures in Obstructive Sleep Apnoea Patients

Jing Wang?!, R4t 2, T4 2
1. Oxford University Hospitals
2. The Second Affiliated Hospital of Soochow University

Objective Obstructive Sleep Apnoea (OSA) causes nocturnal hypoxia and sleep fragmentation in
patients. Despite clear evidence of OSA-induced cognitive impairments, the literature remains
uncertain on the relationship between each of these pathophysiological processes and alterations
in brain structure in patients.This study leverages the robust technique of structural equation
modelling (SEM) to investigate how hypoxia and sleep fragmentation exert differential effects on
brain structure.

Methods Seventy-four participants were recruited to undergo overnight polysomnography and T1-
weighted Magnetic Resonance Imaging. Four structural parameters were extracted using SPM12
and CAT12, namely, grey matter volume, cortical thickness, sulcal depth, and fractal dimension. In
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an initial exploratory analysis, the structural measures were compared using an ANCOVA model
between median-dichotomised clinical severity groups, using various hypoxia- and sleep
fragmentation-related parameters. Next, structural equation models were constructed with two
latent variables, hypoxia and sleep fragmentation, and three covariates, age, body mass index, and
education, to evaluate the association between the four structural measures and hypoxia and sleep
fragmentation.

Results In the exploratory analysis, Epworth Sleepiness Scale scores were most consistently
associated with regional differences across all four structural measures, highlighting differences in
regions including the superior, middle, inferior and medial frontal gyrus, the middle occipital gyrus,
and bilateral temporal gyrus. The structural equation models revealed hypoxia-associated changes
in diverse regions, most significantly in increased sulcal depth and grey matter volume. In contrast,
the effects of sleep fragmentation were shown to be largely negative, with reduced sulcal depth
and grey matter volume.

Conclusion This study provides new evidence showing a significant positive impact of hypoxia on
the brain structure of OSA patients, as well as a counteracting negative impact of sleep
fragmentation. It also demonstrates the utility of robust SEM models in examining OSA
pathophysiology.

OR-20
B RAER T REfR 7 FE E M FEERIT IR H B EFAEESH
R

W, FRMA. ERRIE. P, . MR
Hh R R 2R e A B B A

H B PRI 5 P 2 PEREIR I %75 (obstructive sleep apnea, OSA) i 5 B # AL L H| 2 —,
S USRI Hh B 3. R0 70E A B SIS Uy v & AR Y s A R
(hypercapnia ventilatory response, HCVR) , F£43#7 Al B854 S RBUR A S OSA B ER
FiE AWFEILIN 109 4112 OSA HIEE . ¥EH R TIREFA T, 18 ES RS 75
5 HCVR, DL B B (R 384k S U KT 38 F] Logistics [V 2 Ak 2 B0 5 R AoE IR
RBAFEM M. IR K 6 Fh 2 SHEHRISI (polysomnography, PSG) farifiT A5
M AT 5 WA [B)_FR FEFR A HCVR ZKF20 4

55 X HCVR M2 75 A E E OSA fift ROC ik LIRS A it 8 4.5L/min/mmHg, K&
B EURYEAL (n=58) AURALAURIEL]L (n=51) . —HEAAREAKTFLEEZER. AR
FBUBEALAR L, S 2= BURPEZL ) PSG 45 SR I H BH S5 58 I 7™ 8 1 4 MR AT, (E R 4L IR
PHE-LESTEH (apnea-hypopnea index, AHD /KPR 3E% R, AR IE AT B A ausdt K
R E G, 0PREIR 5 A 5 SO I SC B 23 T R AR IR 5 v A S U MR AR AR BB AR G, T
PSG # I br 5 b EUBME IR R A M . IANRRIEIR S 6 FiAFETEL A 22 5 M1 PSG F4
PREEAT R, PR EE S #E ) 102 4 OSA B N=AMFAEREARFEMITA: F3 1 (n=25,
24.5%) T EETLRREIR, HCVR KT B TAK, BRI IE R N OSA K &
%5 2 (n=32, 31.4%) HFHIEBEARRAER, HCVR /Kb 8, (EREAR B AR R
J£ OSA K 23 (n=45, 44.1%) HEEARKAIR, HCVR K PFHESRE 1 BEH &,
HE A Y 00 i b B2 s > B S B i 7 1) OSA 7K F-o

98 N1t OSA PEEFEE U, OSA B AF/EMRRAIR AT B2 HAMA T s b = U iR, 12
R PR DR R BB M 300 i b BT e 1R HE — S i I L RS B = 1) OSA JR 3, WX K I e e
B IR AT IR T T
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PO-001
Intermittent hypoxia induces myofibroblast differentiation
and ECM production of MRC5s via HIF-1a-TGF-B/Smads
pathway

Maoli Liang?, & i 2
1. BB NREERE
2. REER K2 EER

Objective The aim of the study was to evaluate whether intermittent hypoxia (IH), the hallmark of
obstructive sleep apnea (OSA) could affect the myofibroblasts differentiation and ECM production
of lung fibroblast through via HIF-1a-TGF-B/Smads pathway and assess the interventional role of
a HIF-1ainhibitor, 2-methoxyestradiol (2-ME).

Methods The human lung fibroblasts MRC5 cells were exposed to normoxia or IH conditions, and
the expression of myofibroblast differentiation marker a-smooth muscle actin (a-SMA) and
extracellular matrix (ECM) protein collagen | were evaluated. To clarified the underlying mechanism,
the expression of HIF-1a, TGF-B, p-Smad2/Smad2 and p-Smad3/Smad3 were measured and the
effects of inhibiting HIF-1a with 2-ME on the a-SMA expression and ECM production via TGF-
B/Smads pathway were assessed.

Results IH increased the protein and mRNA expression of a-SMA and Collagen | of MRCS5 cells in
a time-dependent manner. IH activated the protein and mRNA level of HIF-1a and TGF-B, and
increased the phosphorylation of Smad2/Smad3 of MRC5 cells in a time-dependent manner. 2-ME
could inhibited the activation of HIF-1ainduced by IH, and decreased overexpression of TGF-[3, p-
Smad2/Smad2 and p-Smad3/Smad3, which in turn partially reversed the up-regulation of a-SMA
and Collagen | induced by IH in MRC5 cells.

Conclusion These results suggest that IH contribute to the differentiation to myofibroblasts and
excessive ECM production of MRCS5 cells via a HIF-1a-TGF-B/Smads-dependent pathway. 2-ME
could partially attenuated the differentiation of fibroblasts to fibroblasts induced by IH via inhibiting
HIF-1a-TGF-B/Smads pathway.

PO-002
OSAHS B2E S RERIMFEL 4% ZFEK CPAP JATTHIS N

ik
E IR TR

HE 7 B X 0 OSAHS B3 JRIR IUE (HUA) FIRAERARMIE R, WEHEE CPAP
TBIT X OSAHS H3 IMLiE FR BR /KT (K5 o

FiE SRR 5, P 2018 4F 1 ~2020 4F 12 A% =4 55— N R E R BEIR PO B I
RO ANNFRHER) 1459 5] OSAHS B E RN SR, WE—RELE. £ FERE (PSG) I
MSECRI R A . ORS00, SRR SRR br . A3 PSG WE I 2 5o iy p i 27
{EARIESIEE CAHD 7 R4y N E OSAHS 41 (5 RI/NF<AHI<15 I o i
OSAHS 4 ( 15 RI/NFSAHI<30 RIINES) « B OSAHS 40 ¢ AHI 230 I, EEECA R M
Al ANFEEEEE OSAHS B G HUA IRAERZESR . FARE LR A7 HUA BB S0 N IR
PR IE % OSAHS 415 & R R UE OSAHS 41, L4l —f 5 B . PSG WS, IR T
PR ZES, JERA Spearman AHI T AL SRR RNA M IEAS PSG 23405 MLiE R BR I AH I M &
SO I35 FRIR /K F 32K K. AR & IF HUA Y OSAHS 545 F 5~14 K KI5 CPAP 1GYT,
PR YT R G IE JRER & 1 AR .
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R LA NERERERE OSAHS Bt HUA (R E%0 48.2%. ILEAER . BMIL. AHIJE,
B OSAHS i HUA I R A FE T &M OSAHS i, 2R ARG ¥%E X (54.0% vs. 46.0%,
P<0.05) . UCECEFEHY. PERIEL. BMIJG, AHI EE4 OSAHS £ HUA RAEFEZE ST AHI
HFN AHI #2520 (49.3% vs. 39.6% vs. 36.7%, P<<0.05) , JGM4ANZER LS55 L. REE
1E% OSAHS A5 IR MUAE OSAHS A LLEL, J5# AHIL. BMI. max AT. SIT90%. RBC. HB.
AST. ALT. TG. TC. LDL-C. GLU. Lac ¥, MSpO2. LSpO2. HDL-C ¥k, ZF¥H Gt
2R (P<0.05) ; Fidlial EF. baPWV Z R gt & X (P>0.05) . Spearman <57 &
N, SRR 58# . MSpO2. LSpO2. HDL-C Efitfix (P<0.05) , 5 BMI. AHI. max
AT. SIT90%. RBC. HB. AST. ALT. TC. TG. LDL-C. GLU. LAC EIF#i* (P<0.05) .
Z e MEFA AT R8s AHL B8 S MSpO2 R 51 I R IR /KA =k K % . 5~14 K
(FRALE 9 KD AT CPAP JRJT i] LR 2[R AF & IR ME OSAHS FR35 1 LI IR BR/K P (P <
0.05).

W mrA T NRERMER A OERE OSAHS B & 3F HUA IR AR 48.2%, 1t OSAHS
BE HUA R AEZ S T4 OSAHS #3#%; OSAHS B3 HUA (IR EZFREE AHI P 5 R B2 8
MG E: OSAHS IMIERE/AKFS AHI. max AT 2IEMHSE, 5§ MSpO2. LSpO2 ZfiiHx; il
CPAP 597 B[R] LLff OSAHS #3175 UA /KF &1,

PO-003

OSA & RSN/ NRSIE Th17/Treg AR

iRk A
AR R R B R AL 5 B R

H B OSA Jx WP EFAR S T 51 SE R 0%, (HH AN A . A0 B R E Th17 4
555 OSA SIE RIE.

FrE BIEARFEFE RIS M (R B SR OSA /NRUBEAL, XTHE 140, 1ok aEse 2 4, % 8 A, Wl
NGB T G ARE . Thl7/Treg 40 43t .

5B OSA /NR/AIERH /7385 (1.77£0.40, 2.05+0.54,5.35+6.90 cmH20/mL/s, p=0.002) , <&
RAEME, FiHLIMN T HIF-la (244.86+35.66, 331.00+46.01, 412.18+34.69 pg/mL, P <
0.001 ) . IL-6 ( 56.33%11.40, 95.31+5.33, 97.59+10.56 pg/mL , p< 0.001 ) . IL-17
(200.80+22.95,386.67+51.40,389.99+33,24 pg/ml, p<0.001) KFEWIN, Th17/Treg 4Hfu L)%
1.

518 Th17/Treg 41 L] KT 2 55 (A1 PEAR AT B0 /N BRUTE 2O5E

PO-004
PR = 4 FRAR RN &SRB SRS ERE B E (XA R AR EE
B REOERNAMR

EHE

I PE RS 5 R B

B B A4 7 [H ZE 1 R AR PP I A5 (B SR A AE A i A8 3 A B B TR A A B 7 58, IR B RICR,
RPEIRE ERERL A  FEFI LS KR

JriE RIS, R BH FE 4 R A R BT AR R EE SRR i R A B ) R B T AR
FIEHL 10 5 B Sl IR, ARPESCtish A e, TR AT . RAMERIhAEE, 1A
2021 4 12 A 31 H~2022 4F 12 A 31 HTFFEBGA 1 64 51 FH 2V AR I IR 25 (ol S5 A1k &
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HAREFS R, BENL > A R R S22, 4% 32 Bl ST HRZUR A R A #1705 WSR2 AE T
MR SERE - LUK B . WAL ARG 24h A1 72h IR SR BRLITE 4> (visual analog
scale,VAS) , KJ5 1 J fHEHR B & 07 AO B3 KR53

Zi%: KRG 24h MEH VAS y 5.13+2.08 4, XN 5.67+2.22 45, ZERTLGITEE XL
(P=0.294) ; RJ5 72h W4 VAS N 3.62+0.92 4y, XML N 5.12+1.13 7y, ERE G ¥R L
(P<0.001) .

LR 20T, WEAARE 24h. 72h PSRN R 1355 (2.58+0.86) 77+ (3.62+0.92) 7 34(%
T HRALM1(3.3520.89) 73 (5.12+1.05)%r, ZERALiHE L (P<0.05); AJ5 1 /&, WELAL.LHH
PEIKFRE2r N (21.2248.71) 53, i T 06 IR ZH.149(19.51+10.67) 73, % 75 Gi it 2 7 X (P<0.05).

SE0 [H ZE I BEAR PP B SR B IEAR G B B 3 (A S i s B 7 %6, AR TR E AR
SRR, s TR R, WM R A S, SRR TS .

PO-005
PE 4 REER IR S A BRER E S FERMESEFE Z ERY
REKHSE

BAE . SR, TROb. SR, BT L. EEAR
JemoREE AR EE B

R FHZEEHEIRIEIR 2715 (obstructive sleep apnea, OSA) &35 BEHR 1 I /< 38 [ 5 1) B 35k 51
AP BT L AR IR D AH SRl i AR S A R A0 5 I U R B R B Re i, R — Pl B 2
T Z RVl G RGN F N ARG . OSA 2w iy, Bk 2 i 5k
TAGPERI B AR IS Fi 4 s T OSA it SR IFIMER, (HAK OSA iR KX
OSA 5 S [a] B AR A8 5 W B T A A AL R M AN B . AN U6 T il 2 4 2 B R 78 OSA
B W E A S TR RRE, R0 R B A B AR Y R A A R, SR R TR S R A A
FEEE B ORHRRHIE, R EE T AR AVRHIER] OSA 2l
TiE I 2022 - 2 H & 2022 4 10 H BT 88 [a) BB 12 T 050 RS N R B 75 R iR 0 (1)
RNSZRE, HETCITH . "R R SRS, T LLsE a2 T REIR I I e b AR A . 34
R 46 ZZiRE, HAp @RI 17 B, F5F OSA 4L 12 45, "hEEE OSA L 17 I, RER &
46 il i FAE AR AL AN 41 DNA, 12 16s rRNA MFHEAR, A E=EREE OSA K Aig Rt
TR IRUE S S50 S Ih ekl . K MaAslin2 #F— B IEIR 2K % 5, FIF RDA( Redundancy
Analysis)7r#7 & Spearman HISHERG I T35 OSA KRR 2SR, HPEE 2 W khe .
LR OSA 4 i W i Alpha ZFEME R AR, RITERE. HEE OSA 2H Wil i i 4= K T
SHELL, (BRI 5IRE K HEREZ RFEE (Shannon 5% 5 Simpson #6%0 /N TEEEX . LEfSe
(Linear discriminant analysis Effect Size) 74 /KM B OSA 4H i A=) 9w B PR 8
(Ruminococcus_torques_group) & £ %% [CAF B J& (Escherichia-Shigella) 1 & & 4, H -5 & 8] &1
1B <90% S AR (8] (CTO0) Il 4 1 A1 FE <9090 ZA AH I (1] (7 2 BEEHIR ) ] 7 73 LE (CT90%) 2 i 3 1 AH
XK, SRACMAEAIE (LSpO2) TEMAMIE. Enviit B8 HUR 56 6z Ak 25 52 m i R I R R K IR
e P A A (MSpO2)  CT90. HfRIMAEAME (LSpO2) . CT90%. BMIFIODI (r2{k
XN 0.804, 0.539, 0.525, 0.519, 0.307 A1 0.272, p ¥J<0.005) , H AHI X E#EFEE Z 71
DTk /N (r2=0.216, p=0.006) , #E/n i Ja iR ER K RAREMRE =5 T OSA i E L.
X} i B REHEAT BugBase JERE R I, HHEEEE OSA L1 I A= 1 75 S8 2 TR A Eb e fd B ot 20 ] I
FREME X RE4] 0.02 (0.01-0.02) ; HHE OSA 41 0.01(0.00-0.02), p=0.019].
L5 OSA 518 M I B E R S MR IE A SRR G — 2 . RRFEE OSA E# 1miE
MAESHBEER S, BEVMYOEMZEMGEAPE R, HEHBREE
(Ruminococcus_torques_group) A& &% FCAT i J& (Escherichia-Shigella) A HF E & OSA ik
g, H -5 Im RS R SRR (A 3 AHOC; OSA I il BB 45 0 K A2 A2 Ak 5 i3 R il
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RAIAEE (CT90%. MSpO2) HYIFHK, 5 AHI MCHER N BB M AERE A 7T R i W
OSA I BRI L

PO-006
wmERIMAIBE T PISK/Akt BEBESSMAHENEE LR

T R
RIEBERFR I 5 — PR e

H B PBH ZE 1 B AR W7 WY 12 (obstructive sleep apnea, OSA)7E [8] i 14: fifi % (Idiopathic pulmonary
fibrosis, ILD)E#E H B AR EEHRE, & ILD &% WG IHEZ —. ERERENZT 481k (Idiopathic
pulmonary fibrosis, IPF):E# o H 5 BH ZE 4 MERR PR 2 {5 L, OSA 5 IPF B AR T 3R IE N 5%,
IPF f1 OSA ZIAIHIRRE L, RIFHLEIMA T ETFHE. A FplUEL EWE R o, Bt
OSA JINE IPF &35 0 3k R FE N0 T R (i AR BEM LA, AR5 8 SL6 0t — 25 7F AS49 i b B
Y _EARS PISK/AKL H BB ES I /ER, DU —DHRE OSA & 91 IPF (2 Wi filia 7 i3
wHEA .

T7¥E I NCBI A FLHCHE 22 A i 5 R 2% 7 AH B2 ISR 2 R, R R A% 19 2 5 R R o e 2 1
7 R I5FE K (differentially expressed genes, DEGS)#E47 041, HUFiA~ DEGs A5, B E AR
-ER A AR EAE PP, Wl 5 AN HXIER . (A I BA] & R A SR GSEA 43#r, Kbh L
IR1511) DEGs A HE AN 7] i[RI ) 2 R DA S A B B (Rt 4T GO A KEGG ‘B 404, W5t OSA #1 IPF
HILFEI D) RRE RS . B)5, fE AS49 fili b R FEAN M st — D AT B B R AR A . I A B R AR
FERBA R B OSA BE W IMR I ECIRAS, #4bAK B 1B (transforming growth factor-B, TGF-B)
FIRENB A 44k EMT 40y, H CCK-8 faill4ffuiE 4, , ELISA il &40 % L+ IL-6 Kkt
I, A EN I (western blot) Fl 9% 2 Yk %41 HIF-a. b R8RS A vimentin Al a-
SMA, HEEMKGEE P62 A1 LC3II/ 1. LA E I p-AKT flL 5 AKT EE AREE .
LR 5 MHAMEL, OSA 44 2334 DEGs, Hi FifH 16441, FNiREMAE 59 1. IPFA
2426 I~ DEGs, L 1494 4 L, 932 4N Fifl. BUAC )5 OSA Fl IPF [)3L[F] DEGs 4 21 4,
A 14 4, FIEAE 7 4. IPF A OSA KIFL[E L EURIE Ry CD79A. COL1A1L.
POU2AF1. CD79B. CD19. GO A¥id iRt s &£ T s Zh N 2 MG TiEE . H4iusgsE. B
YRR Z ARG T E M. AIAME R IR =Rk, WRM A IR = RIEE 55 ThEE
¥, HH KEGG @M EEL L, OSA Ml IPF [13L[E 2 55w 4 T8 15 AL Ak
PI3K-AKT {5 Zi#i#%. ECM 2R HAEH G S@g . Ab49 fili b4 &8N, 400
HIF-a. #JERFF IL-6. EMT #<E& H vimentin f1 a-SMA, HWEtH><&EH P62 fil LC3II/ 1. LK
B EA p-AKT fiH 5 AKT H(EFRIE B 1N1(P<0.05). Ly294003 #if] PISK/AKt {5 5 i@ 4 )5 ,
AB49 Jiifi b Rz R4 A WEA SR 9 LC3 T/ 1 A1 P62 Fis R AA84k, WK T RIS FREE 32 3406 (1)
AR, JFFEAC T EMT AH2CE E a-SMA Rl vimentin 13814 .

58 OSA 1 IPF 4G 3L [R] (1) 3505 18 B A AL, EATR R e B 25Ky CD19. CD79A.
CD79B. COL1A1l. POU2AF1. OSA T3 14 HARK [k i 52 AS49 fitfi b 57 4 fs EMT JhSr i gk
RlZ . PISK/AKt F Wi i % 7E 3 b 7y v 85 B A £
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PO-007
OSAHS BEEHRMEZEXZEHEXEARZESH

R Bk

mHA S NRER

B TR EEE— N B MR AR 22 22 B B BH 28 4 I ARG I U #1550 R 25 A 1IE (OSAHS) s &
HEARMKRER, SHIREAMMES Z SEEARENSHMNE e 2 R R, Wil
OSAHS & #H K AEEH IR ERKER

FvE SR B H5E, PL 2020 4F 1 H ~2022 4F 12 A4 =8 58— N RER IR ZE 2R b
1) 1867 fil OSAHS EE AW TN SR, WHEH—REE. 2 FERENSH. REM. KT
SEFRIIEIAT LR T ARSI . PRIRCETERIE AR CAHD {ERRE I U R4 AN [E] 1 20
B OSAHS 4. H/F OSAHS 4. HJF OSAHS 4; RIER G A& HmEIMERN (80 AEREEET
AR L OSAHS 0. OSAHS fEmE ML . OSAHS fEAEREA . OSAHS £ i & S AR FEAH
i1l OSAHS BF RE AR RAER, FHHWBAFESHZ BRE AR LR PSG Wil
. BIRefERRSER 2, KA It Logistic [F1H 512 OSAHS FE35 KAz IR A 1 B 1 fe B[R]
8] (EPt OSAHS B #H R E AT (RS IREAHMEMATEEMRME) 1A KESR N 31.3%, HjRE
] SR BH P R AR N 9.6%, SRR FIBHTE S K A F N 21.7%. 7EULHD T 4E#. BMI. AHI &,
BYES Lt OASHS B IREFIFAMEM K AR E A G E . BE. PEMERZA OSAHS &
B L8, PREEEARIYER K A% (13.9% vs 15.4% vs 26.8%) [ AHI b Fias, = OSAHS
HEZEETREMPE OSAHS 4 (P<0.05) , MEEMPEH Y HEAESIH¥ZR (P>0.05) ;
=M MNRERELZE BMI. SCr. UA Al BNU 2515 . eGFR ZBBHKH#%, Hd BMI.
SCr. UA WA ZRA %Gt %E X (P<0.05) . JREEAMER KR ERE OSAHS AL LA
(41.2%) 1 OSAHS £EE IR M IR RELH (31.7%) U] m T OSAHS LI B4 (16.5%) FlE.
4 OSAHS 41 (12.3%) , ZRAESi¥E X (P<0.05) ; %4l OSAHS 41. OSAHS &Il
H. OSAHS fEAEREA . OSAHS £ & I E R AERE I, AHLL. Max AT. ST90. SCr 1 UA /K
gL TR, i MSpO2 Fl LSpO2 i MK, i ZERIASH:E L (P<0.05) , eGFR /K
7t OSAHS fEIEREA = mfE OSAHS s k. JREFEMY OSAHS H3E S5IREAMME
OSAHS #E#E 4, F#. MSp0O2. LSpO2. eGFR ¥, {H BMI. AHI. Max AT. ST90. BUN.
SCr. UA F 5, ZRME%iH%E X (P<0.05) . —Jt Logistic [EH2#7 &o~, BMI 15
(OR=1.065, P=0.013) . Max AT %K (OR=1.009, P=0.005) . MSpO2 FF% (OR=1.062,
P=0.012) . LSpO2 [#fk (OR=1.040, P=0.000) &35|#2 OSAHS & # Kk A= R & (A FH M BT 16 56
K% .

290 1. RIHX B A O fERE OSAHS 38 JREE I FHPE IR HE %0 21.7%, 153 22 76 OSAHS i3
FARARAERALM, 2. AHI ¥hE ., SHFEiE. SRR SRR A G H R, H
HRAERER S B . 3. OSAHS A & IR ol I s B Dhae i s, &AL T 5l B i S g ks .
4. JREE F BV Rl /R R [ B OSAHS HEE i Il M AL 1 — MY FFa bR . 5. PR B K ATHEEAR 24
FREVEREFE N 2 S8 OSAHS s K AT AR EELm N K.
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PO-008
OSAHS &H HIRBRIIRERIR AR IR Bt iR

JTANHE TR
PN PN SN

B U LS 0 UE S P ZE T MR R B 3B S 45 & E (OSAHS) 5N ik, OIE . MRS
PIRGEFEYIMR, THZFRIEIAEIRIE S OSAHS Z B R 282 Rk, AL EYR
OSAHS 5 HUIR IR Ih BEGR IR 7C IR By T b g, R R E T REI N E B R

¥k R4 OSAHS 5 HE IR A S . AT REMIER A BE2E ML) . CAPA+HEZ B4R
WBIT YT RO T % OSAHS 5 FUIR IR oh BE AR 1 7R R 2R

R 1L KI, OSAHS B3 v BUIR IR I) BEIRGIR K 221 4E R 7E 0.4%-1.9%, FIIf PR BRI 2R
FEHHTE 0.6%-11.5%. 1M R H OSA KiZ A1k 25%-35%.

2. 08 IR IS OSAHS AHH 8200 Y ZEH L .

3.55F OSAHS & Hs/ IV I AR F sk 1697 H BT 224 CPAP. HUIRIREM R BAUAIT, B0 &
TRYRYT S PRI AH AR b B I ACRER T I 2 o

2590 Ut AL, HURBRIhAE SHEAR IR B2 2 [RIFE IR, —F KA T —PHRE,

PO-009

OSAHS XK EMIR 54

Ji/hlE TR
KRR SR B

B ik OSAHS MHSCIGRIE FLILAL, T IR RIS B A K R FE AT B, A E WF Fe it R
g FE T G AR RIS E M G (ChICTR) 53 H I RS M 0 (ClinicalTrials.gov) %#s
JE, KR HEERE 2022 4 7 H 31 HE W IFE R OSAHS MHSCIGRIF T BORE, X4 A 78 B 3t
AT HER M HT

g1 KR B 214 5% OSAHS MG IR AL M s, o> A 2 B X 2= 50k, HoE 2 IEF BTt
. IR LT AU AN E (51.40%) , T TR TR BENLIRLS &5 78.18%, 49.09%1)iR
U AR B B VA S DL, RIS BT R 2 NBEHLAT X BRAREG, FIE i LA CPAP 3. s Mt
Firi 35.51%, WFAEIFEERNNTHESH. FIRFFR . WEERAFEAREE L T TR, I
PRAE 5T %8 4SR5 - BN BUR G . BERRBT TR, PAsArts . /NEERTFFT N .

58 OSAHS FHKIG AT T EME R 2R F S, FaEmX amAs, DI mEm .
245 TAE# F sl RO 70 E A R I, VR R IEW e B BRI OG5 B, 2 I ARHIF 70 o

PO-010

PR 2= 14 FEAR MR IR S RE SRS 1E 1 flE

E BREFEE. Tkl
SRR IR EE

B H) PR ZEVEBEAR T B OB L A IE (OSAHS) & — i IR AN W (R R AR TR RS, JLAFHE
(] H B SR A OB 0 BT 4 PR TR0 o L S TR R DR A 45 5 4T B AR IS A W 5 R e )
HErREAIEHE. Sk =0, B, CIZ R, OSAHS S5¥ 2 LIS HRINA K, 30%
2 50% ML B F AR AT e B OSAHS. (ERUATHZAIE T, 7 H OSAHS 5L LT R InA
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Ko (RO MAEZNRH, OSAHS faFAAEMARM, FAERIT ARG IR — 151 FH 2 P FEEHR
I BT 45 TGO 5 48 B A DAL R 1

JiE —4% 56 % i, 155cm, 76kg, K“KIBUMETHE 6 4, k&, =571 A" ABt. 6 FEaik
&, e 170/90mmHg, AU D ARBE 25 CRARARTE , MEESIAE. 1 HRIEH RS
Rk RS Z . 02T 1 AR na ke, ZJPERmE. BEAEsSE: 20 F“BHE"H
B, RPERIATT. Bk T36°C, P78k/4y, R19{k/4y, BP140/100mmHg, AFALEE. ABise
I E AR R B R YIS R R MR 2 9, eIt m i s O, O IhRE 1 . 5EED)
SEEHFENEGME 3%, REfad, WEEETRE, MEEGAE, BFELE. Wt
R KRR, D2 R T BT . S A BEERER, BMI=31.63 A TERRIRE, BEfEAR 20
CECRFRETR S, SOFmIMLE, SkE. SR K TR R R HAREYT RO B, % R AR HER I
W B LA AE T e o T 2R PRI PN A T HEE IR PP AU

GER 22 SRR I FE o B ZE 1 MR AR I T BB S o B E (RS fRE B CEIMSE. HEEE S
SR S 2011 DS B N ) NS o = SO = - A o [ B S22 T 11 G S W = Y MEI VN S BT VA NS
A EMIR LU BB SRIRTT, (BRI, EEEEL, EEESCEAE . BHAE, 3 AK
2% SHEIR VI .

GEW [H 2 VEREIR R IR 2F S S 25 S 4E (OSAHS) 51 AL A A R B R E TLUAE IR 25 5 S 300 IfiL
PR . PR TAE B A B AT A 5 (37" OSAHS BRI IRIR . A A4l A28
OB A IE, X OSAHS it 2. TG OSAHS HE#IN % e 20797, A48T N2 M
WAL . BER T OSAHS BE B REMH D EFriAd, HE OSAHS B TS IE IEEIES
(CPAP) , CPAP RN %2#& AIATAMELFEARIGYT o et AT BERRIR, DAVPAE YT 1A 2

PO-011

XETZFANERRERHEYEWERWR

FATE . K. MR FOEL Wk, mibeRR
I PE R AR 25 — PR e

B BEARGE —F ol @ (R BRI RS, A ANREGN =0 —, SRR EREE AR
BARYER o T RBEE T TCIARWIRN, 22 T8RN B B AR 7F 22 A5 N\ B fd BT 24 v ) rh
OoHIAT o B ARASE 2 IR 5 AR e IE S T e R ) — 350 2, A B AT R O S K A S BRI N ) /> 2, {H
JE AR A P AR = 5% DU AR B A TR R B o RORER 22 1R T 78 3R W R FIR PRt S5 2 95 R i R I O IV 9
o BRI RS . AR VIR . I KRR — I meta 23 Hr g\ 61 Tk 77 #r J5 16
HIRE 60 % DL 4 AR HEIRFERS B R miE 46.0%. H 35 SBRALATZEAL I 52 K HoA i () AR
HH S PR R R ) LT SR R OB . AR 4H S 205 4, AR A5 N IR AR SR & ) oK =2 2 FE AU,
EHEAR TAHL 2015 X T 2RI E, BERERAIRIEIRIERS . Bk, FRATBEXS
KT 60 % K UAERIZENGATREMH A A, o SLREAR G & A e R 3R, s 2 8 N HEREAR
JoR TR SRR BT TSR

Foik FE TR S Y, SR AEEREMAE, DUKJET 6 MEX 260 % 1) 822 42 NENFHE X S
TRILREIR T R, AP 370 4, @tk 452 4, CPIER 69 X @i AR E AL AT
SERSAE . B AR RDIRG . ARV A, R C2L BRI 2R AR R (PSQI) « zung KEEHIFE
# (SAS) . zung [KIMABEEER (SDS) PHALIHEIRARAL A OHE AL, @it t k. x2 kel
Z K& Logistic [ V574 73 Hr & 45 N\ BEAR 5 & (195200 R 2%

R NMEG . WSURRDL. 2= Bk, BRSO, SRS, (@ REIRI . A8 SR A5 X A T
MRS M ERAENEZRN, SRERU ETENERAEZRBIES ¥R XL
(p<0.05) ; MHF#E. B, WRE = HTHEIR T E N 2 70, SRERER. 5. REAR
51 EAR R B 22 R A SR L (p<0.05) 5 AL PRIE. s ek, iEAE s L. i)
ML MRS TS RER A IS T A e . B BT KU ST BB AR ST, DA A B o R IR B 2
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FA SR L (p<0.05) ; HHEEIRE(E N —JT logistic 1A EIATZ RS, MR,
FRIERERE VT DUR IR R, ARG

S50 KR TR 2> H X2 ANAFAEREIRRRERS , RIINsE 2T AN RE R, ZE5EER. . &
REEREIRDL . SIS 28 . L TR I% DU A DN 2T ) e 38 22 4R NI T 90005 56, DA i 1L 50 B i
R, SRR

PO-012

1 BiRbzh Bk E & H PR ER TR E Fri2 /a8 W

PRGN 12, 2 g
1. E B RE B AL AN B
2. #Eb AR N IRER B

B X P RERR PR R 45 (CSA) 2 Mlish ik i WIEAE, —#67r CSA A TERNIGTT R K
I, (A 25 T T v LAUF % .

ik B, 42%, M1 B A& bKE R, milLE (34 mfE) U F 2021-11-17 £ 2021-12-
02 (EREiGIT . BEAEZWImImE . (R A& A 08 7R LVEF 58%, s Mt (f4ill PASP
58mmHg) , AOHK (A=ERIER 32mm, A%ERiE 50mm, A5 L FE 59mm) , B-HE =
RMFAALE, AZERE CHEEEE 8mm) , A EIRAETIREIAK, 3 ilsh ik & 424 s ik 5,
FORFRIKFEIE L, KSR, DR OO, RPN S (EE o PR +KiE
Ko A+H 59.4/h MEMz 53/h, AEMNEMT 62.3/h, IR BT (5 79.4% (FAXTE 41%) , fKIES 5 20.6%;
LA BE T 3544 (0D) 42.3/h; SpO2mean 93.5% (min 80%) . 2 Wi &k PEmizh ik = R 45 T &
SEAESRYE YT I B Bk e, b R S 5RO S A AR e B SE VAT . JRERIR MR ERYT . R &R
Zzgh. 112k,

R TS AN YR, R 35 T, 3 BMI 25.38—22.7kg/m2, AHI 1 A+H 59.4/h, I
BHE 5 79.4% (PxTE 41%) , (KIS 20.6%—4.3/M GBS N T, BERMIE, WSS
w, AEVE R G .

20 TEMiBIkE A CSA EHE R, AIERNIGYT HRR+E T d 212 CSA FINGEE I,
R4 H 3 CSA T LA

PO-013

REBHRE S RA M FRBITIR =ig R hiz iz EE—6

HRE
nEA S NRER

BB R R R A IR R A A ROTE, e B oA B AT R A

7k EE - REEEAL 2R E, A TIRFARBRRITA IEFRIRIIRE, MR
FRIIBEMR I, e MEIR LI . B e — A Il . Shibk il <0 M2 R NE IR 4R A A2
Wrarfe, o T e e T MR B RIE AT, e TR AR N R, RE e B
QESSH, E2EREPEEREARE. MRS S HRA N AR 5] S AR A = iR I AE
FFE AR B 1 R R MO AS T MM L . LG P T BeE S L. IR EES
Rt TR, A 2] R AF IR T R8OCR

R ZRINEIRYT FIE AR AR, AE N 170 Ton FRERI 98 Tod, MRETFRET 72 T, K
L 3

S50 R B AL RS U B IR T I R R B E A A IROR, IR R 4T .
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PO-014
Effect of obstructive sleep apnea on postoperative
delirium: A system review and meta-analysis

Peijun Li,Yao Xiao,Maoyun Wang,Zongan Liang
Department of Respiratory and Critical Care Medicine, West China Hospital, Sichuan University

Objective To clarify the effect of obstructive sleep apnea (OSA) on postoperative delirium (PD),
and investigate the impact of positive airway pressure (PAP) therapy on PD in patients with OSA.
Methods The PubMed, Cochrane Library and Embase databases were searched for relevant
studies from database inception to November 27, 2022. A random effect model was used to
calculate the pooled outcome. Subgroup analysis and sensitivity analysis were applied to
investigate the heterogeneity.

Results 16 studies enrolling 12806 patients were eligible for further analysis. 13 studies reported
the effect of OSA on PD, which showed OSA significantly increased the risk of PD (OR=1.71;
95%CI=1.17 to 2.49; P=0.005). Subgroup analysis based on delirium assessment tools indicated
that OSA was not associated with the risk of PD evaluated by the Confusion Assessment Method-
Intensive Care Unit (CAM-ICU) (OR=1.14; 95%CI=0.77 to 1.67; P=0.51) but increased the risk of
PD assessed by other tools (OR=2.28; 95%CI|=1.50 to 3.45; P=0.0001). The remaining 3 studies
investigated the effect of PAP on PD in patients with OSA, which suggested that the use of PAP
was ineffective in reducing the incidence of PD in those patients (OR=0.58; 95%CI=0.13 to 2.47;
P=0.46).

Conclusion OSA may increase the risk of PD in patients who are in relatively good condition, while
OSA may not be associated with the risk of PD in patients needing intensive care in ICU. It is still
controversial whether PAP therapy can reduce the occurrence of PD in patients with OSA.

PO-015
[E]BR1EK & T 4HA NADPH SLES 2 3RS SRER

fRef 2R, SKE
REBERR BB

H B FHZE 1 MERR IR %715 (obstructive sleep apnea, OSA) &I PR WHERRIEIR 22 G050, S
14%I1) S MR 5% R Lotk HAS AR BRIR 1A R 4 BB, 51 R B PRI RS ARIE S, S5
[ &K% (chronic intermittent hypoxia,CIH) FIBEAR F Btik. OSA 5.Cfidi & Bdm « AitLE &40
PRI, FEURBMRBRABLTR, I HA R Z [ UE 4 2 B 1 P SCIEER 20 AhSr 1 e
JHERR At 3 DL FRAEAE . OSA 51 S Cofidi 1L 5005 AL MG AR FE BHAf,  7E4RER OSA B IETEN
O [ 9597 (cardiovascular diseases,CVD) E AR o & B N A <8/ « AW B EHRT
) B L1 K AN R SRV T 12 48, (reactive oxygen species,ROS) M FHIK &A% 5 e AT &R 281k,
W% 4= ROS (1) NADPH %Ll 2 MR RPN BE IR A TCH EAER], #8758 Ca2+7E NADPH %t
2. kiR ROS HHIIE

J5ig FHONGrs bk vy B A0 /BRI T 5, i 3-5 ARUNIEEAT LS, 41l A8 80%-90%i At 4L
AR, Rl R or4H: KHEZH. apocynin T4, tempol T-1i4l. BAPTA T-#i4l. RR T
T4, }53% 0.5h Jo i SULE ST 5 /M. Bt NADPH EALEGAH &, &RiiaE a5 1. 1RF&
FAF AL EE N NADPH ARG E. ZRRARST & 1 10 v, I8 s R Qe kil p47phox
B, MEK ROS. Ltk ROS. 4y Ca2+. ZeRifkfEsufy . i i 22 B AR 248 i P
ROS. Zkifk ROS. 4Hfli N Ca2+. i#il western blot #:ill p22phox. p47 phox & [k /KT,
iR H B EHMRA NADPH EbEERIAH N, 54 NADPH %A {LEg#4]7) DPI. apocynin J&,
NADPH LRGSR 4l IH ZH P8 1%, p22phox AN (p<0.05) ; XJHEZH4HMIH ROS FKik#
=, DPI. apocynin TG ROS KB EA G IH B EERAAEEEY 1. T, (A
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Nox #I#]57 DPI. apocynin J&, ZRRiAE A& I N EETHE, fiF Ca2+ili#l7#) RR. BAPTA J5
BEDN NSRBI A s A8 HI0EFI 5 420 A FZHAR B, Zebifk ROS £k

258 IH BT S N R 41 NADPH ALEE 2 7242 ROS, NADPH % 4L 2 7 AAIZERIAAE 590 1.
NI AEVE R I E AL S, Ca2+7E NADPH %Ll 2. Zpifh =4 ROS A HZE/EH.

PO-016
BERY & 3R E MR IR SR A B M BB R RIS A
%E@gfiﬁ@ﬁ

H i PHZE Ik MR PRI B 15 45 & 1E (Obstructive sleep apnea syndrome, OSAS) L7 ()55 A=
ARk A ) B AR BRI 3F CELROE ) , WolREFMEN W ARG ThReEAL, Hdb TR
Wi-TER-VENR S (HPG) 4328, MM REsemi iz 0. AEEE OSAS MEZERGHE, W
2 SEHURN W ARG TIREREL . AW B TERITIERES I OSAS (1) B 3 s R AR
PR AL, LBIERES I+ OSAS (1) 55 1 5B 5 M i & i AL AT B f G TR 2R

F¥E ARWFFUIEEC T 2018 4 1 H 28 2021 4F 12 A siie T R ERF K 22 5 2 B g 8 AR AR AR &
F, HAEREIRAO5ER T PSG W2 KA OSAS [ 83 4 B PE B 1E A 70 Ro 0BT WX
RN DG %R PSG #6845, WIE FSH. LH. PRL. E2. P. T/K¥. WIBIME T KFEH
<12nmol/L, KNG NEEELZIE (TD) HAIE TD 4, *FHeadrmd dg N D giit2a 3ok,
PSG #abr A E A Z MR Z R . ¥ AHIL A BMIAE N3R35 8, /04T OSAS ™ 5 R AR ik ™
RN PSR ACE M. KA Logistic [FIHHTRZNLES IE OSAS 153 K4 TD
Fifa Kz, 3+ ROC HHZRIRERHLAMME. KA Spearman FHIEME 7 BTt 77 52 B/ — B ) ELAE
(TIE2) H4FEES. BMI A1 PSG fabrBItHME, T AEAERES I OSAS 531 S 3 I 2= AIER R AN
PTG IR R 2

R 81.9% 1 HHEALMEA I OSAS ¥ TD. 4 TD 44 1MiE T 465.20+84.60ng/dL; TD 4~
Y1 T 220.14+77.43ng/dL. TD 4LAERES I OSAS H 5 1 BMI AER S & & TAE TD 4 (3
P<0.05) , TH T/E2 B (L TIE TD 44 (3 P<<0.05) . A[F] OSAS = #Hf& 1 2 (8 T A M K
PR RS ER (33 P>0.05) ; AFEERSEEE S H I, THERAEE THEMT I
PAEREEE (P<0.05) , E2 K TPHERET HEERAESE (P<0.05) ; T/E2 KTFHEMT 1%
RE JRE 2 R0 TT 2% BE B 4H . Logistic Bl 3 % #r7~ BMI & (OR=0.877, 95%Cl: 0.799-0.963,
P=0.006) . JEFEIEH (OR=0.949, 95%CI: 0.912-0.988, P=0.01) ZJE:E I OSAS (1) 5t
FRAE TD BfakFZE. ROC it BTl L& I OSAS HikE#FH K4 TD 11 BMI #ilbi{E N
44.07kg/m2. FEE#EWE Y 131.5cm, £ AUC 4378 0.754. 0.750. FEAHCPEREH, TIE2 5
E#Y . mean SpO2. min Sp0O2 £IEAH, 5 BMI. ODI. T90%Z it (¥ P<<0.05) .

LW IERERE R TE i) OSAS Bk 5 kA TD, HMEBE /K- Fiim, HMEME SNSRI
GLOTRE S B AR AR . R ARG O¢. 21 BMI>44.07kg/m2. JER|>131.5cm i}, W
PR K.
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PO-017

48 B AR AR S0 AR B 25 2 R AR PR % 6. A2 7R [8) I &6 R 2 i

KR Te HE . R, ALR. AE. T B
HTRE SR PR B MY R e R B AR T AL BR B

H B PRI 4 15 ok B TR E R LM AR () A L RV 2R L R AR () i 4 PR 52

J¥E 2020 4 4 H & 2021 4 11 H 18], 3&ATF 6 151 5 B AR A #HAT I CE FR 5 1/ A BV, 11 &
FERE i B AT W F RS 3 AN H Bl D7, 10 fl EH FEAEEE AT AR SS 6 AN H BT, 11 1) FERE R %
BTG LAEREYT, ARHT ARJG 5050 58 BB e 2 R Z IR IRITE 7 (ESS VF4r) (485 AR I
R I A2, A PN R R 2 ELAR A (AR, ZURIEE (ODI4) M1 (MSa02). i
REMIFIE(LSa02). AN (KT 90%H [a] &5 & ic S ] 5 43 E (SIT90).

GEE O AWTACHY 38 BIIEREEE, TIER (382100 ik 12 1, TFHFER (3429) %, 4
HIRBE26 6], “FHFER (39+10) %, H1E10%], “FHFEE (36+£13) %, BMI(41.1+11.6)kg/m2
i (45.0+2.4)cm, JIE [ (126218)cm,0DI4(20.9+22.0) kN, FEEMAIEE (92.623.0) %,
AR E (76+£11) %, 1k 28 #i, “FH4HFE (38+9) % BMI(38.8+6.6)kg/m2 . i [
(39.7+2.9)cm, JEHI(112+13)cm, ODI4(12.3.9+13.9)%, “FHIEMAME (92.1412.0) %, HILEA
MR (78+13) %. 6 BIAEIEEE RAT. J5 14~ H/E BMI[(36.7+3.8)kg/m2 Lt (33.314.6)kg/m2],
ESS[(4.412.2) vs.(2.0+1.8)] , 12 f AE B B F K @ . &/ 3 4N A fE
BMI[(40.0+7.2)kg/m2 vs.(32.1+6.1)kg/m2] , i [l [(39.3+3.7)cm Lt ( 33.0+10.9)cm)] [ &
[(115+12)cm b (97+14)cm], ESS[(4.2+2.8) L (2.0+1.4)], 10 HIAEREEFH RAT. 5 6 MALE
BMI[(42.2+11.9)kg/m2 Lt (31.6+£9.4)kg/m2] , #i [ [(43.1£3.8)cm Lk (38.6x3.6)cm)] , JE H
[(118+21)cm Lk (98+21)cm], ESS[(3.8+2.7) Lt (1.8+1.8)], ODI4[(24.5+19.0) Lt (10.2+10.0)¢k//N ],
10 f Bk B FH R AT . RS 12 N H # BMI[(37.3+7.0)kg/m2 vs.(27.9+4.7)kg/m2] , i
[(39.3%3.7)cm L(35.9£3.7)cm)], HEH[(117+17)cm vs.(93+12)cm], ODI4[(14.6+5.6) vs.(5.0+1.5)
WI/NEF]S AHI[(29.8+13.2) vs.(13.8+7.0) X //NEF], SIT90% [(30.9+14.1)% vs. (4.7 4.0)%] ,
MSa02 [ (93.6+2.7) % vs.( 95.3+1.2)%]% J51fi 2 74 &M (P<<0.05).

G HBWETARE (1A B s HinrgmaRE, BIIRE 6 MHM 12 M EEEA
IAREL, SOEARSE 12 N H R R R 35 L AR B R RSP 38) SEEANE

PO-018
Rko5aiE BB S% B T REFERE MR & P E M BEIR TR R RE S
FREMERISET AN E

WRRER . MR
M BERE RS B S 5 = R B

BB SRR CRRTARIZEREG ) FIRH 2 P BERHR PP 2 5B A2 A iE (OSAHS) ¥ 5 WIS
TERHFEME R, LR E . Hh, BERG DUNSOER R AT, OSAHS DAERSHA . EAERIE N E
MR ERARFAE . H AT, HOR 038 SR 2 mT DL SR B ZE (A7 AR, (BN R THEAf S e FH 2E IO FR B
AL T KRR IE FE I DI RE (1OS) ] DA ik A IR BH 77 NS 1 R 2 o DR AN IR R
F1EARA, REASFIAR 75 % S AN R AL SIE AR L. BRIS F, 10S A& 1] T4 1) B i I i 5 22 My
4 7F OSAHS.

PRI, AHF TR @I 10S KA, PRI R AiBEnG 5 2N & 9F OSAHS TEIFIR J1 22 4e il B E S, it
H BB T B i S OSAHS (A SCHEFR, PRl 10S f 255 eI & OSAHS 12 W it 4 18
H¥E AN 2020 4 10 H-2023 42 A 2R 12, HAF A GIHEARAE T IE 198 1S <8 W 3 .
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WEE AT 32 10— MO R ZORE . REERIR S B2 M AH OC M5 0F 20« M 0B S A & S 40, BERR PRI
WIZER . 10S SAESE . 1) srHr s ailzng 580G 45 I OSAHS 23 2 ANl RAF fiy PRI )
7SR 2) TG 10S SHC NG A 3 OSAHS K2 AN E: K £ N & logistic 225 [B] )75 #r
BEAT TR A B0k, FRAE &N B TR R 22 ROC Bk, B AUC fit i 1F A 78 e A it
LAY

GER 1. BAYIANITIL 103 A, Hrpraaieznggl 39 A, R 57.0 (25.0)0 ¥, B 33.33%;
BERG A OSAHS 41 64 A, Fi#% 62.0 (19.25) %, H% /4 50.00%. & OSAHS HIEFERY . 0
. BMI. NOSAS 350 %) & m T aizi s (P<<0.05) . Bafizni sl 543 OSAHS HAEMER].
BEMGRE . TRORAR R, BRI . RERRIERI AN LE. ACQ-5 K AQLQ 14 LG
Z5 (P>0.05) . WM @S ThAed R, paiznmd 55 OSAHS HIEH i K/NIE TR
FVCpre%. FEV1pre%. FEV1/FVCpre%. MMEF. FEF75%. FEF50% X /< x M PEEHr PD20
Bkgit¥ 5 (P>0.05) .

2. BkphomidEv% i ThRe4s 5. BG4 9F OSAHS 41 Z5. R5. R10. R20 X R25 b, ¥WEFET
BG4 (P<0.05) , Fres. AR5-R20. X5. X10. X15. X20. X25. AX thp§4a] T4t 2%
5% (P>0.05) .

3. ZHZFIZ R4 i 2B NG 5 5 OSAHS Flil# A : R20 (OR=2.768,95% & 17 [X [A] 1.502-
5.102, P=0.001) , NoSAS F4r27 4+ (OR=4.579,95%% {5 [X i) 1.805-11.620, P=0.001) , #4
A AL TN R R 5 3 OSAHS IIAFLE, TlIEEZ 221 ROC ik, AUC=0.770 (P<<0.001) .
R20 &M E: 0.34kPa/L/s, BHZE FIAY: 0.710, HUKE: 54.70%, HiFJE: 74.40% (P<
0.001) .

£ 1. A IF OSAHS [fBzeG g AAEE I B E e . E%, SUEME & ERHE, EIRS
NEPH B R SE S 2E S R

2. NOSAS 11427 /3. R20>0.34kPa/L/s i A, XN & OSAHS HA R IF 12 Wi il
IXIERS

PO-019
— Bl &R 1| BRI RS EA IR R EENRE T
BSaTrIEiE e

¥ et
o [ R 2 A e b A B AT B

H B s iR LEIS A 11 R g g S T REAIATT, DA IR BE T I E A, s i AR R
X7 AT I T 5

FiE 1 28 TGS G W R AE 2 45, N 2 H72022.3 3= & B IEL S 1 B S R R . LS
FORERIRIAE, 45 FIANAIT G, & 714, WiThee NE RS RS IaekEss, OFEE
P T B ke T 5 O R S 0 00 4 7% 2 L 28 1 B AR U T 5 CAHI 6 /t/h,SpO2mean 99%,

SpO2min 97) . NIHEERR/REFENAEESE, HRMertTIEs . DSR2 EIIEEDS E .
AN FIEER I . FE R EEE A, SR RS TS S R R RS AN
SKIENE, —HEMNHAZFHRI (8B MElENETT. mHERE2ERE. Z1E8WF
filiJ5 P 2k BT AT R RE S

R 4 RE LYY, mfERT. BEEIPRILE EETRE S P 16/4,RR 16 IK/45r, BRI
DFIRHLN 12 /N, FEORFVR B B ST I s, Rl Skl s, AR O, IR EK,

Al 2, BATIE AR SpO2 90%LA I, & IHF4i™ HIFIRHL ORI SpO2 90% LA |, i
ABG: 7.4,PaCO2 46,Pa02 60,SpO2min 91%.
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S50 ARk 11 T T o PR IRORL S I, (B LIRS 3 S5 WP b/ L o PR LS 1 ) e 4
FETE BN IRTT REDE B AR . KT GIE AT AR AR KRS 15 & TRk T. @ikl
JrARBRSTA] RESR AR T RIS B, SR A AT R

PO-020
Ri&. MAXEECERITREFRESEZSMTEEELNES
i=kig=Wal:ok A

L AN | PN S SNV ST NI 7K 7 N e o NN 5y SN B3 L
HTSE SR R A e MY e R F AR T L BE B

HEJ b 239 B 45 /K PHZEVEREIR PO IB LR G 1E (OSAHS) B3 & H L AdE <k
IR ODESWAL T

JrE 2021 4 4 H-2022 4 12 (A 7E T3 34 oo 5 e B AR mH 0o 4 7 R HER PP I U0 00 R0 O 1R 46 97 1 239
il OSAHS 3%, KA S E. fRE, HE(NC) FIEE(WC), 7147 HENR Y WA s, W
T FE FR AL H5 IR 2% AL FE S (AHD . ER B3 (ODI4) | F #5504 Al (MSa02) i 1% 48 1 A
(LSa02). F AT 0% ] (5 &1 S i [A) 7 43 LE (SIT90) . & 1] s 773 5 e il 28 25 7 1) I )
IESIEITH 95%)E B . ALK /11E (Median pressure) Flfe i i /11H (Max pressure)

58 239 i) OSAHS B #, HAEFENRE 199 f], “FIRFER (54214) %, 4EEIRIE 40 41, P
BIERY (55+11) %, 5tk 162 ], “FH4ERE (50£13) %, it 77 4, “FHER (61+12) 2,

SRR PR EEFR R EURAR R PRI . BUREM A B AT R . 4EE R OSAHS &
HERR EFR % BMI[(28.0+5.7) kg/m2 VS (34.4+6.9 kg/m2)], #il[F#[(38+8)cm VS (41+4 cm)], fEH
[(95+21)cm VS (110+14 cm)] , 95% () J& 71 /K *F (P95 ) [ ( 4.6+6.5cmH20 ) VS
(8.4+6.3cmH20) |, "7k /1ME] (3.545.1cmH20) VS (6.3x5.2cmH20) | T ZE % H &M
(P<0.05) . EFFFRS. WPICEMEFaE. AORIRE. “PIEUEMEE . AR A EEAHULAC ) 164 5]
Y. &Pt OSAHS &%, Hor 5% 101 ], “FIFEES (59+9) %, Ltk 634, Tk (58+8)

%, AATILE NC[(39£8)cm VS (37+4) cm], BMI[(28.3+3.4) kg/m2 VS (30.5+6.6 kg/m2)], #xf= k7]
[ (13.9£3.2cmH20) VS (12.7+3.5cmH20) | &7 HZ %A &M (P<0.05)

£510 OSAHS B W EOE AT S A S RIG. HERIFHDE, 48 Rk B3 95% )k J18UE m TN
W, B OSAHS B M sty T Ik JE Ttk

PO-021
T RZSEST|AEERERITREEZSMERTFRRBRR

KPR G SR R
WA R BB

B SRS EE B Z00KFE A IE R IE S (Auto BIPAP). 4 1E K38 < (CPAP) AN A JE i U R X
F T 5 R R AR PR 2 15 25 5 1F (OSAHS) BRI RIATT IR .

TriE L 2019 4E 7 H-2020 4F 6 AEARLZIAH 50 I HF OSAHS Hg/E x4 . it EhLE s
TN E NP . 5% APAP 6T B ENSEEG 140 (25 f)) , 5% CPAP & 1E NSL:
2 4 (25 B . [EIIERE 25 BIHELIFRALIGST BE/E R, WERE oK, M. M9
fabr. PSG FEFREA LI .

SR RIT G IR IR I GE ROR I B T R, HoE 1 e R Tt 2 4,
EREGEE Y (P<0.05) ; SEIAVEITHT. JEEFKIEAR NC ¥ B4k (P>0.05) ; S2i
Hipyr e 5XT AL, PaO2. SpO2 ¥R EH 5, PaCO2 &AL, HSLE 1 HJLIifEbr/K >

26



R E 2 B )\ Ji 4 T BB P PR PR 2 R 2L WA

SBEMT L 2 H (P<0.05) ; J&IT /G SxIRA LR, sLihsH ESS ¥4, AHI BEF L, EF &
FHE, Heess 1 HEEM T 241 (P<<0.05) .

25 457 OSAHS &35 APAP VYT, WA RS B EHIGHEIR A BGERCR, HoTEE RS
BT 4438

PO-022
A 38-year-old woman with REM predominant central sleep
apnea after bulbar infarction

Xinru Qu,Xiao Lei Zhang
b H R B B

Objective A 38-year-old previously healthy female was referred to our sleep center due to recurrent
witnessed breathing arrest during sleep.Three months ago, she was brought to the emergency
room due to sudden onset of dizziness with hausea and vomiting, numbness and weakness of the
left limb, less clear speech, double vision, dysphagia, and drinking water choking cough.
Methods Brain magnetic resonance imaging (MRI) showed acute cerebral infarction in the left
medulla oblongata. High-resolution MRI indicated possible vertebral artery dissection. Anti-platelet
aggregation, lipid-lowering, plaque stabilization, and trophic nerve treatment were given and the
patient &#39;s left limb strength, speech and swallowing function were improved. She still
complained of poor sleep and diurnal mental status.

Results A polysomnographic study exhibited central sleep apnea (CSA) during rapid-eye-
movement (REM) sleep.

Conclusion The patients CSA was resolved when appropriate positive airway pressure
(PAP) was prescribed.

PO-023
ETHESTOEEFIER BT T 27 E A B ZE 1 ERITER
&F (OSA) FHHEMEMSS

WRighg 12, sZ%AE L B Ly SRR L. A SR b ROR L MO L. EARR L AR L B L AL L2, 6
7+-7h 1
1. AEHOR AN IR Bt PR B HIR P 2
2. JERUR A B SA BORWT FE B

HEJ 7E OSA A S HEIRAROCET IR A R E R, HReTFHNHBEF Z#gH T OSA 1
HIEVEAS, NEFERME T EEN ARG AN 2, EILUER MRS 50 . B TR H 2Pl —
Pl T B 75 AT 10 REFHLSL F F2 7“4 T 4. (Sleepok)7E OSA & fis N I I 24015

Tk AWFF R T 7T, 6 2022 4F 7 A E 2023 4 4 AT A2 Tt K se AR EE e
W HEAR 25 R, MR%EN OSA [ 176 il & P41 (45.6214.2) %, F 14 68.8%, BMI (26.6+4.7)
kg/m®, AHI (27.7425.7) k/h}, [FIRHE AL 7272 SRS (PSG) #HATEAMRM, XI L
“BELF A" H BT AR TR RS PSG BT S IIAH OGRS, PEOMZ AT A AN . RHECX t
Ko, HLE “BELF T 47 () W 4 452 4I% 38 A< 45 2 (AHI_Sleepok) 5 PSG i I IR 87 45 1% < 45 %
(AHI_PSG). | Pearson #%/#1i#4 AHI_Sleepok 5 AHI_PSG K< %, HI4LMAE>£%(1CC)
J Bland-Altman 56 B Z 5 10— 8tk . £ 2308 TIERHME (ROC) MiZk, FHiPiZ ks
OSA IHBBUBAE FIRE S 14 o

558 (1) AHI_PSG 27.7+25.7 &/h, AHI_Sleepok 25.9+19.3 ¥t/h, WAL ER LG ¥ E X
(t=1.576, P=0.117).
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(2) Pearson #3431 78, AHI_PSG 5 AHI_Sleepok % 1EAH%(r=0.805, P<0.001). ICC —#i:
frde R, AHI_PSG 1 AHI_Sleepok 7E 4t i1 2% EA 84 1 —FtE (1ICC=0.771, P<0.001). Bland-
Altman MR E G T FAH—8, PR N 1.8 k/h, 95%—HMER RN (-28.2, 31.8) Ik
/he

(3)AHI_PSG=25 x/h fE N2l OSA HIEARHERT, UL AHI_Sleepok>16.6 I&X/h My FHE, HAEUEMER
73.43%, FERMEN 75.76%. HHZE FHAL N 0.80(0.73, 0.85), PFHMETMME(PPV)A 92.92%, M
TRMME(NPV) N 39.68%. LA EEE OSA Z2Will{E AHI_PSG215 k/h N&hriE, “HELF 1A 2H;
OSA [HEiE Wi N 18.9 k/h, AUC &y 0.86(0.80, 0.91), HAHURME /45 S/ 4 00 AR/ BH 1 75
THE 23 7] N 84.85%/74.03%/80.77%/79.17%

L5 MRS T 475 PSG BRI 8, HHX OSA mfE B EE BRI REME, oHEh. &
[ OSA .

PO-024
ET MPNFS #4514 O IR IR T Fxd P 2 M AR AT AR 15
RBSSAIMEEERERREM M RENINE

ZA

PR R 5 — PR e

B B 2R 1T T MPNFS #5820 10 S8 A O R 5 1T F900F H 258 44 Bl A P W %27 45 108 /< 4 5 1A 25 3 B ARG
AR 25 R

T e HL 2021 4F 12 H 31 H~2022 4 12 H 31 HFIRBEUIA K 64 {51 [ T 4 e B 1705 87 152G <,
ZEEE(OSAS) B NWT AT %, BENL O X IR AN 240, R4 32 9], o I 2H S it s A4 #E 1
T, WAL THT MPNFS Bl g &t OB B3, B8 2 AN H,  HRi ) 4 AR o
TR UL 2% ER AR SR 4 (PSQD PRAL]. itk tE 45 R H IR BT £ SRR R (HAD) PEAN] MK
A o

28] FHiEr, WA PSQI. HAD VFortbis, ZRBHLg iR X (P>0.05) ; Tl 2 MHE, ™
4 PSQI. HAD VP& T4 3a7, HWEAMTRA, ZFa5001 %R L (P<0.05) . W
MR TXIA, ZRAgtEE X (P<0.05) .

LE10 SU T MPNFS RS 1 45 A O3 BT AT 238 OSAHS 8 HEAR T &, ff ok 8 O3 )
A, R, PRI, $RE R AR R

PO-025
ETER-3H-1TH R RE B R £ E S ERITER S
RESZSITEFAHB/ILFHRER

P

I PE R R 5 —BR B

BB RT3 T15 B-ShHL-47 (0 {280 7 R 7 oL 2 1 P R PP 27 452 138 /< 25 B iE (OSAHS) Bl 2 R
W LI R FHRUR
Jrig i HL 2020 4F 12 H 31 H~2022 4F 12 H 31 H-F3RBUAE 1) 30 151 FH 2 1 Bl AR I8 27 452 1K <,
LESER NIRRT R, BRI Joxd IR A ELAH, &40 & 15 5], IR ZH St w Fa s+, W
SR 3 T35 B -ShHL- 17 N e 2 A Bk AT S 2. BRI R A KT . 37 H 2
B iR AR,
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SR WHEMABILFZKMBRFIR. O, Ry, AT, WE0NgE. mbh SR
TR, ZERA G E ((P<0.05). MEABRILF K EAH S TR, ZRE50t
¥R X (P<0.05). WEEALRIA S50 11 HS A AR AR T o0 B AH, 75 S 4 i 2% X(P<0.05).

G590 B 15 B -shHL-AT N i BGRB8 LR R B R $e i B RE T, AR
A a5 L, 5 v 7 B R

PO-026
FER B E A (R EERRIT IR 0 1% & X 7 (BN RS B 1S B 47 (B

MK KL G S L AR L, SRS S, HT 2
1M N REERE
2. LR NREE B
3. AbRUR A PR e

H B ] A AR P R IR SR AR W, IR R B R IR A5 i A RS o {0 4 o R P PR B 000 12
#% (PM) ANOSRIPIRAR . IIEIE3N. Rk, JRT RS, R A s s Wi oK.

T I 43T AR ) e S5 5 SR AR A PM R KM, VIR R 4 S 0 R T PR I ()12 AN

FiE BESTE R SCH BN E G R BE S A A [R] s S5 ) R 78 S AT SC s, S B AbL 1 R AR S 1)
B e, BRI ORI R R SR, Il H IR 5 R B SR B . Audacity BREEX S
BOCHFHAT T, AR EAAAE A BEMIS I, BXREE, WEEF PM, 185 HAEA GRS N 56 iR v
WSO A3 HT PM IS UEHE, S8 iZ Wi

GR35 69 A SR ERUSEAR, Hh 41 ZREHERUK ISR, 35 A EF HIMIS IR . X
HH1) 30 {5 55 3 58 B FE AR S R AR PP IR 0, 29 B RS . BB PISERE . 24.39+7.25
L, PRI 16.4045.27 &, HAct#ih 1:3.83, ¥ BMI 20.91+5.52 kg/m2, V-3
I E 11.47+11.12 k/h, “F¥) AHI 4 0.87+0.87 Yk/h, ~F¥J ODI Ay 2.51+2.05 t/h, #lEF1
Fa kAR N 95.71%+1.03% .

GEIR 1R IR) M Sy M 3 e R S 5 IR 5 {6 485 R IR P B 0 8 2% S8 2 W o Sy B RO AR RE /DN, 2
PEZ I, ARZY IR B, AN I 2 P AR T B 4

AW FRARTE R R o B LB N B, P RR IS o A AR IR s D M o e el M 1
Mo & BEAE, FECOROR S L 45 Rm 2 .

PO-027
BT B BRI AR B & TR EFE S 4

B L AR, B EME L B L B WA
1. i i\ BB
RPN
3. ek EEREER

B 8] I SCRRBEIRAR SIS, SRR AEIE R B IR IR =R IR0, IR B Al A R
DRI A [ e Yy 7 5 BT T R o, R IR A B S SR AR AT REVE B BRI R A, T [ FRAZ I R[] e
CAILENY 3 S (P e i NG RV N NG I 71 S S e 4SS I e (11 G =0 P N S b i
R SCELIB T 65 6 e sy B AT KA, TR S A R AL o

Tiik BEEAE SCH IR 6 RTS8 5 A R S TR A R R A SO, RESCE R
WUACRE & X i) B PR T IR A8 SN a8, R AT BE R . BRI AT RE . RIERT U
it B FLgL AR S8 PR (IS [P0 A2 1] 255 I A2 ] 3, 20 M B VS ER) AT R A o
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GER W E T 2020 4E 2 HEEMER A, #2022 46 H, SR 82.3 AR, K15 1607 4k
[F”, $Lf 888 AR F AR, XFH A SELIhs ) £ 53 540 NKIE M2 M AG#E, LikE e
4 202 4y, Hr 176 NHVFAEMSILE, 6 NHVFI AL REAMSIE, 20 A IAFEm
WHLR, {E 176 ZAFAEMIS K NFEF, B4 tbp] 1:2.91 (45:131) , “F¥% BMI: 21.15+3.82kg/m2,
IR RS N 23.5525.04 %, THIRIBER 17.5945.32 % . 14.8% (26 \) NHCOKI, 33.5%
(59 N NERANERKIM, 49.4% (87 N) AHKERKI. 20.5% (36 N) JHt&HIE, 14.8%
(20 \) M 'E”. 46.6% (82 N) W77 2. 54.5% (96 N) JeMuksi Sy K nE MY, 27.8%
(49 N) [ URSE#H TBORA RT kR IS . 22.2% (39 N B S ECH [ /1 R %, 71.0% (125 A) Al
19.9% (35 N) 43l R B2 A ok R AN FEUE BT, 36.4% (64 N BRI G R I,
14.8% (26 N) SWist/E I 5-6 X, 10.2% (18 A\) [eWaEE L 3-4 ¥k, 131 & ctkdr, 10 3
N & 30nes, Hofth A S it 2R 3 N AR EANE 2 . 8.0% (14 N)D B AL SRR SEAF
TEMIIS I A

G50 WA RIRAERAR, ZNEDERR, L2 L. AL ER i ZHEE RS
ANEH; B, KE". 5 REMEMISILG, KRB TR SIS s el S H AR TR
B, semns KOG R, FHnl SEUEE S WAL, M B AR RRE .

AW FAALE R IR YE: DG FLE AN 42, ] BRI = A A e 1 AR, DT o6 A 2 &5 SR A A1
B X MBS EIEAR, FEORH B LR ZE; S5 0R486 NS ISR & K
MRESE, FIREFIERIRIL A

PO-028
3 BIFERMEPIRERESLZESMEFBRO D

W 5. TR BERA
BRYIT )L 2

HE e R AR IEGE AR EIE (CCHS) HIIRIRRFIEZiZIR 4Rt $ xS R A I ik
EFEIERAHR,

J5i25 [l A BRI T JLE PR B 2018 47 7 A & 2022 4 12 AWiA 1 3 B2 Je Rk i PEARIE S
CREMERRGI SR, IR R R s s .

SR B2, 1Bl 2617 LTR, 16 35+4 AR, MAEREEER, BERANAEEIRY
BEPRIE, HORARE AR AR THRRFR N 9.348.5 H, 3HIE LAl T4 1h, 18 A
ey 9 i M BLMENRIN PR AR 5T B, R ARARRRYE B (AR [5>60 mmHg); 1 61T%
SRR M ISR s MR I 50 B, PPRIRCETS CRPERRE)>1 708t Bfgizzhizil; 1 61E IR &
WRIRINME, BRAMIEIIIZ N RIEE SRR 1 I 2 MRS~ 3 St 2 B4 ihdsm
S, LGRS bk s BT BRI 45 SR 4500 PHOX2B BRI 28748, RAFKAVNZ RN AR ER
PIERAR, 452024 B 1], 20/25 L 2451, Py B LAERE IR A6 Al A G R IR LA Bhid =<, 141
FEA7 BT 3 AR A e @, g5 XA #5681 BIPAP IEKIE <. 53 2 6l —E AL,
REATVEVIT R R BRFRALS R, ARAN T AR,

Z51& CCSH LAMEMR I M 59 8 5. LBt B . IRSEUIAE Y 1 2R, W& IR Rk B4
Wi, 2 FHEIRMEIN 2 PHOX2B RERIRAZZ A A1y CCHS M2 ik Jf 1 Sia r AW e, A
RPN SRR AN TE BE 17 T 32 5 CCHS 3 AF TG 2.

30



R E 2 B )\ Ji 4 T BB P PR PR 2 R 2L WA

PO-029
Effect of high-fat diet on respiratory function and
diaphragm fibers in mice and its mitochondrial mechanism

Ning Li,Z5 K =
b AR T K AR A B A e ik < R B

Objective To investigate the effect of high-fat diet (HFD) on respiratory function and its
mitochondrial mechanism in mice.

Methods Twenty 4-week-old healthy male C57BL/6 mice were divided by simple random grouping
into two groups, 10 mice for each group. Mice were raised with normal diet (NFD) and HFD for 16
weeks, respectively, and weighed once every two weeks. At the end of the intervention, respiratory
parameters were measured by whole-body plethysomography, serum and diaphragm tissue lipid
species were measured, diaphragm tissue was stained to observe diaphragmmatic morphology,
muscle fiber phenotype and mitochondrial ultrastructure. Real-time fluorescence quantitative PCR
and immunoblotting were used to detect myosin heavy chain(MHC) and mitochondrial dynamics-
related genes and protein expression.

Results The baseline body weights of NFD and HFD mice were (19.17+0.59) and (19.12+0.64) g,
respectively, with no statistically significant differences (P=0.857). After 16 weeks of feeding, the
body weight of mice in the HFD group was (41.28+2.21) g, which was higher than NFD group
[(27.14+0.53) g, P<0.001]. The peak inspiratory flow rate, tidal volume and minute ventilation of
mice in the HFD group were (5.72+0.64) ml/s, (0.23£0.04) ml and (97.49+21.68) ml, respectively,
which were lower than NFD group [(7.70£1.52) ml/s, (0.31£0.07) ml and (129.99+28.87) ml,
respectively, all P values<0.05]. Penh value was 1.16+0.07, which was higher than NFD group
(0.98+0.09, P<0.001). The diaphragmatic triglyceride content of mice in the HFD group was
(20.43+6.36) mmol/mg, which was higher than NFD group [(11.62+1.78) mmol/mg] (P=0.003), and
lipid droplets were deposited in the diaphragm fibers. The percentage of MHC- I muscle fibers in
the diaphragm of mice in the HFD group was 13.33%*2.95%, which was lower than NFD group
(19.20%+1.23%, P=0.034). The mitochondria of the diaphragm in the NFD group were arranged in
rows with clear structures, while in the HFD group showed swelling, cristae breakage and vacuoles.
The relative expression level of mitochondrial fusion protein 2 in the diaphragm of the HFD group
was 0.61+0.16, which was lower than NFD group (1.28+0.03, P<0.001); the relative expression of
mitochondrial dynamin-related protein 1 were 1.18+0.06 and 0.91+0.11, respectively, both higher
than NFD group (0.61+0.07 and 0.60+0.04, respectively, P<0.001).

Conclusion HFD impairs respiratory function in mice by the mechanism associated with the MHC-
I muscle fibers decrease and the mitochondrial dynamics imbalance of diaphragm.

PO-030
Pain in Moderate to Severe OSA Patients: A Problem
Worthy of Attention

Chong Shen,Ruoyun Ouyang,Dandan Zong
HH R R 2T S B

Objective Pain problems are prevalent in patients with obstructive sleep apnoea (OSA). The
objective of this study was to examine the characteristics of pain in patients with moderate to severe
OSA.

Methods To determine the features of pain, subjects with moderate to severe OSA and healthy
controls (HC) completed the Short Form McGill Pain Questionnaire (SF-MPQ) and a portion of the
Brief Pain Inventory (BPI) Short Form. The Epworth Sleepiness Scale (ESS), the Short Form-36
(SF-36), and the Hospital Anxiety and Depression Scale (HADS) were used to measure daytime
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sleepiness, health-related quality of life (HRQoL), and psychological status, respectively. Enzyme-
linked immunosorbent assay (ELISA) was used to measure the levels of serum IL-6 and TNF-a.
Results The prevalence of pain was 57.5% in OSA versus 26.0% in HC (p < 0.001). OSA patients
with pain were more likely to suffer impaired HRQoL (p < 0.001) and psychological problems (p <
0.001, p= 0.017). OSA patients had higher serum levels of IL-6 and TNF-a (p= 0.022,
p = 0.046). Associated clinical factors for pain intensity in OSA patients included higher Epworth
Sleepiness Scale scores (ESS =9.0) and worse percutaneous oxygen saturation (LSpO2 <
80.0%).

Conclusion Patients with moderate to severe OSA frequently experience pain. Depression,
anxiety, and a poorer HRQoL are more prevalent in OSA patients with pain. The degree of daytime
sleepiness and nocturnal hypoxia, together with inflammatory cytokines like IL-6 and TNF-a, may
all be significant factors in the development of pain in OSA.

PO-031
Obstructive Sleep Apnea Exacerbates Glucose
Dysmetabolism and Pancreatic 3-Cell Dysfunction in
Overweight and Obese Nondiabetic Young Adults

Ning Li,ZEK =
AT K AR i B e B 4 R e

Objective This study aimed to investigate the effects of obstructive sleep apnea (OSA) on the
pancreatic 3-cells dysfunction and their implications in the glucose dysmetabolism of overweight
and obese nondiabetic young adults.

Methods The cross-sectional analysis included 422 subjects (261 males/161 females) with the
mean age of 27.77 £ 7.51 years and average body mass index (BMI) of 34.84 + 5.69 kg/m2. All
subjects underwent polysomnography (PSG), oral glucose tolerance-insulin releasing test (OGTT-
IRT) and serum glycosylated hemoglobin A1 (HbAlc) measurement. The glucose metabolism and
pancreatic B-cell function in relation to measures of OSA were determined adjustment for important
confounders such as age and sex.

Results OSA subjects accounted for 54.91% in the normal glucose tolerance (NGT) group and
72.11% in the prediabetes (preDM) group (P =0.001). HbAlc was the highest in the preDM subjects
with severe OSA. In the NGT subjects, the 1-h glucose level significantly elevated with the OSA
severity, and the homeostasis model assessment- (HOMA-B) was negatively related to nocturnal
mean SpO2 (P <0.05). In the preDM subjects, HOMA-B, early phase insulinogenic index
(AI30/AG30), total area under the curve of insulin in 180 min (AUC-1180), and the oral disposition
index (DIO) were the lowest in the severe OSA group. DIO was associated with higher oxygen
desaturation index (ODI) and lower nocturnal mean SpO2, and AUC-1180 was negatively related
to TS90 (P <0.05).

Conclusion Our study indicated higher prevalence of OSA in overweight and obese nondiabetic
young adults, especially preDM subjects. The impaired glucose tolerance was observed early after
glucose intake in the NGT subjects. OSA induces compensatory increase in the pancreatic 3-cell
function in the NGT subjects, while pancreatic B-cell dysfunction is present in the preDM subjects
with severe OSA.
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PO-032
A Preliminary Integrated Metabolomics Analysis ldentifies
Retrograde Endocannabinoid Signaling Shift in Severe
OSA Patients

Li Han2, %1 1
1. FRIH R E I B 28 — R B
2. b ifg T AR X AR R B

Objective Systemic impact of Obstructive sleep apnea(OSA) was frequently overlooked, especially
in severe OSA(sOSA) patients. A preliminary study was launched to explore the reactive oxygen
species(ROS) and metabolomics changes with relevant mutual relations in adult OSA patients.
Methods 22 male patients were enrolled in after PSG eventually and their blood were collected
next morning. After ROS of PMNs and biochemical indices detection, thawed plasm samples were
then processed and loaded for GC-MS and LC-MS in one batch. Raw data were further analyzed
by Progenesis QI software for untargeted metabolomics or by t-test for ROS and biochemical
detection.

Results Patients with SOSA were presented a higher BMI(p=0.005) and worse parameters of PSG
than mOSA patients, including ODI(p<0.001), TS90%(p=0.008), LSO2(p=0.001), N1%(p=0.018),
N3% (p=0.003), RERAI (p=0.001) and arousal index(p<0.001). Meanwhile, there was no
remarkable difference of neutrophil ROS between the mOSA and sOSA group, as well as relevant
biochemical indices such as FPG, HCY, Tcho, TG and LDL-C, except HDL-C(p=0.012). Integrated
metablolomics analysis indicated 59 metabolits out from GC-MS and 27 metabolites from LC-MS
were changed evidently in the SOSA. Extensive pathways were perturbed distinctly involving FoxO
signaling pathway and its upstream PI3K-Akt signaling pathway, various amino acids and nitrogen
metabolism, lipids metabolism and TCA, specific synapse function and neurodegeneration, renal
tubular reabsorption, pyrimidine metabolism, etc. Notably the only common pathway extracted from
both of GC-MS and LC-MS was retrograde endocannabinoid signaling.

Conclusion Retrograde endocannabinoid signaling shift by integrated metabolomics analysis was
identified in severe OSA adults and may have the potential for sleeping disorder and systemic
impact.

PO-033

OSA BfmM S SARS-CoV-2 FBBREFIEIRYHER

WK K
JINEERER A B 28— B e

H B VEAG OSA B KU 5 T 75 AR BB JR % SARS-CoV-2 Ji B i [A] AR G

Fik mUBEMEIAE 2022 4 11 H 8 HZ 12 A 12 H AT IHEM T AREL P SARS-CoV-2 JohiE k&

JeEA (HO BAEF. HH GOAL [REX T IR E AT OSA Bm I vFl. RN, W2k

HHEATURL. ESS. IS PFar W EMIG O ESEE . SARS-CoV-2 & RIS ] 8 X MR 2% 45

PN SARS-CoV-2 RNA EFHMERIR A E] K. HR¥5 GOAL &5, ¥k N OSA EX

B A OSA (RS ZH, R 2H H) 22 7 B3 R s 4T 2 K 3% logistic 1A 534 XU a 7T+ 0.05

WA N EA R E . IrA St SPSS 26.0 58 /%

] It 254 BIZAE AN HARHETE G IANARTF, Hp OSA mK4 64 i, OSA (KX

190 . P ZIREAE ESS. ISI VP Bl 557 1 22 R L giit 55 . 1 OSA fa MU 2H

) SARS-CoV-2 i [ 8] i 3 K T OSA KX 41[8(7.00-10.00) K vs 8.00(6.00-9.00) %, p=0.04],
H OSA B2 SARS-CoV-2 i BRI [A] RE-K A7 f [ K 55 [HR=2.354(1.012-5.476), p=0.047].
L5 OSA MRS IEK SARS-CoV-2 o tRIE G Fl (50 A0 3 IR BEI5 BRI (]
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PO-034
The Role of Aldosterone in OSA and OSA-Related
Hypertension

Yi Wang,Qingyun Li
b R I K A R A B i e i 4 R Bt

Objective Obstructive sleep apnea (OSA) is regarded as an independent risk factor for
hypertension.

The possible mechanism includes oxidative stress, endothelial injury, sympathetic
excitement, renin—angiotensin—aldosterone system activation, etc. Clinical studies have
found that there is a high coexistence of OSA and primary aldosteronism in patients with
hypertension and that elevated aldosterone levels are independently associated with OSA
severity in resistant hypertension. The underlying mechanism is that aldosterone excess
can exacerbate OSA through increasing overnight fluid shift and affecting the mass and
function of upper airway muscles during the sleep period. Thus, a bidirectional influence
between OSA and aldosterone exists and contributes to hypertension in OSA patients,
especially resistant hypertension.

PO-035
Telehealth Technology Application in Enhancing
Continuous Positive Airway Pressure Adherence in
Obstructive Sleep Apnea Patients: A Review of Current
Evidence

Jiacheng Tang®2,Qingyun Li*
1. b AT R I 2 B B i i < 5 e
2. GRS K AR 2 B B I B e = Bt

Objective Obstructive sleep apnea (OSA) is a common type of sleep-disordered breathing
associated with multiple comorbidities. Continuous positive airway pressure (CPAP) is
the first choice for moderate-severe OSA but poor compliance brings a great challenge
to its effectiveness. Telehealth interventions ease the follow-up process and allow
healthcare facilities to provide consistent care. Fifth-generation wireless transmission
technology has also greatly rationalized the wide use of telemedicine. Herein, we

review the efficacy of the telehealth system in enhancing CPAP adherence. We
recommend applying telemonitoring in clinical practice and advocate the development
of a biopsychosocial telemedicine model with the integration of several interventions. Big
databases and promising artificial intelligent technologies make clinical decision support
systems and predictive models based on these databases possible.
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PO-036
Changes of circulating biomarkers of inflammation and
glycolipid metabolism by CPAP in OSA patients: a meta-
analysis of time-dependent profiles

Yi Wang,Qingyun Li
A T K AR A B A e ik 4 R B

Objective Continuous positive airway pressure (CPAP) is the first-line therapy for
moderate-to-severe obstructive sleep apnea (OSA). Specifying timing of CPAP benefits on
OSA-related biomarkers will help to assess the effectiveness of CPAP and to optimize the
treatment strategies. To explore the time-dependent changes of circulating biomarkers to CPAP
treatment in patients with OSA, including inflammatory biomarkers [C-reactive protein (CRP)
and tumor necrosis factor—a (TNF-a)] and glycolipid metabolic biomarkers [fasting blood
glucose (FBG), fasting insulin (FINS), low-density lipoprotein (LDL), high-density lipoprotein
(HDL), total cholesterol (TC), and triglyceride (TG)]

Methods Searches of PubMed and Embase database were completed. Two independent
reviewers extracted data from 68 included studies. A meta-analysis was conducted using a
random-effect (or fixed-effect) model and standardized mean difference (SMD) model. The
timing profiles of circulating biomarkers changes of inflammation and glycolipid metabolism
were analyzed based on different CPAP duration, that is, short-term (<3 months), mid-term
(3—6 months), and long-term (>6 months).

Results Those first improved by short-term treatment include CRP [SMD: 0.73, 95%
confidence interval (Cl): 0.15-1.31; p = 0.014], TNF-a [SMD: 0.48 (95% CI: 0.10-0.86; p = 0.014)],
FBG [SMD: 0.32 (95% CI: 0.07-0.57; p = 0.011)], and LDL [SMD: 0.40 (95% CI: 0.18-0.62;

p = 0.000)]. Those first improved by the mid-term or long-term treatment include HDL [SMD:
—0.20 (95% CI: —0.36 to —0.03; p = 0.018)] and TC [SMD: 0.20 (95% CI: 0.05-0.34; p = 0.007)].
There were insignificant changes for TG and FINS after short or long CPAP.

Conclusion Our results imply that changes of circulating biomarkers for patients with OSA
under CPAP treatment have a time-dependent profile

PO-037
SIRT1 & NAMPT ZEt{LiEit NAD+/NADH #S ShERE
ESIEH HKALTHREFERS

SRHI. EfE . FIR S
A K A P 2 e A TR i <

H e BH ZE P BEAR I 27 5 (obstructive sleep apnea, OSA) O L& B IS GG T &, HER R
RO RS ETE. IERER OSA MEEMERHNE, wRGET EPRET sKThRERH S 5K
o EEALIIREIRG AL, ARUTAISCHL RS 2 B E AL, MBI ERS % F R (NAD+) &
2 LA R OCHREA T . NAD+ 3 B25 i 128 17 PR S I 9 e i R S B2 B (NAMIPT) . KR 7E
RIERET NAMPT ik i, (BEWELE] NAD+/KF i, $Rml e T NAMPT #liF/51&
WiAs Ak S BB IS N %, NAD+E R D o AHIE 78l I 8 7 s B S R AE /N BROBE RS, R4 R R
AIEY KN REREAT A L, S OSA Z5Wpia T $RAL T A,

Fik LAY USRI E OSA B3 5x A EE M NN &E; 2. Xt OSA ™
HES NIRRT ERR, EENER; 3JELHIHRRG . AL, RREROGE R EE
SN AT RS RIS 4GB LR A SRR E R m R N R B A E Y Tk L)
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REMSZm s 5.8 Z B0 S A U AH G 25 1 1) S B KF; 6.8 Co-IP i RIGUEE FIAH BAEH,
IP 36:1E NAMPT Z.Bitb /K F

R D R OSA BF M T RULA R EA M, WIEE. =KL B EIC i 2aem: 2)
R EUN R L ATEY KL A NAD+, BILAF4ELb ] R %, EAEsEm B/, 25 OSAKR;
3) il RBUNR EAIEY R DUEME BT T 2 [FYEEHE 1 (silent mating-type information
regulator 2 homolog 1, SIRT1) /K FF&f%: 4) SIRTL a] i ZE&Eik NAMPT 2 4 3520 Hiig g 1k,
FE NAD+A HUE D ; 5) SIRTL il it R 35 vl oozt i g 3 80 EAES sk 60 MR
AN SIRTL K, st w280 EAGEHR .

G ZM R EGEN TESE R, SIRTL i 4Bk NAMPT FEg2mi RS, F2 NAD+/NADH
K, | EAIET KNG RThEER G, 25 OSA K. MR ATE FiF SIRTL /K P = g
SE LY SRR . P UGB NAMPT ZBEAL A SR L s il iR w6 N NAMPT
AP EHF=Y) NAD FREMITEIR, AR OSA MZWnia T et TR &, R XT OSA Kl
PRI 22 e B8 L BT LA

PO-038
STOP-Bang [B&E&E &4 BES I COPD BEHIHE OSA K
B RN EMIEHR

SRR IR KA. DvE. BAM. K
AEFOREE AR — BR B

B 12 ZE M g% (COPD) FIBH ZE MEHEAR FFIR 215 (OSA) &% Wk £ KJk. COPD
T B SRR T 28 OSA, PRI IR Z i 51T i B2 51 1) OSA i 5 75 ik B A AR I & Lo
JiE N4 31 ) COPD 3. RENDZAYREEAEE, HEATIFRIERER A%, STOP-Bang 1145
BT T BEAG T AN 3 2 SHERR RIS I (PSG) MM, JFESMER 7 RIE e T-% .

458 31 4] COPD % (4E# 66.845.7y, BMI 24.3+3.5kg/m2, B 28 A\, Zt: 3 N) . Hird 26 4
COPD & 5EM T PSG I, HoH 17 B2 ESLEAME (COPD &9 OSA) . Fl&hniE PSG
FitL, STOP-Bang 2 OSA HIHFFE N 66.7%, REEUE 94.1%, Kappa {H~ 0.641. £ EES
MR EE Y, STOP-Bang 42K OSA [14f 7 fE 4 80%, REE 100%, Kappa fH 4 0.846.
TEHBLEAE COPD P4, 47 R e FRICE M BRIk E (83.8£1.9%vs.84.6+1.8%) .
73 ik & (95.440.8% vs.95.7+0.7% ) . 0 % (67.0£5.6/min vs.67.3+8.7/min) Al IF I 4 2
(16.2+1.0/min vs.16.6+1.3/min), WAEE A EEEZR (P$>0.05) . EHEEZREEHEH,
WIERLL SBQ 1= /6 [ i F (i ik 5 <85% AARHE M 1E, 12Wr OSA e N 100%, REE 72.7%.
WAk, A3 5l5rHT OSA AHOGREAR, KINAEE SLEA AL AR K FE AT B I LL A 17.6%, T KA
WP 1 ) b Agl i 41.2%.

458 STOP-Bang #457F COPD ## Hiiiift OSA B K& RBEAFrRE, THENPEES
MZMRMEH . SEMEFRNEHESHITUMNES SBQ EWif:RE, HSMRRRE. EEL
GAEEE R RHRAC, 720 E OSA I fE RE A M. BT AU TMFEARL, MCEI0H
B — BB TS .
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PO-039
PE 2= 1 REAR PRI SR E SRS IE B it B R BHEIRR R

W, B
mHA S NRER

B @ BE B OSAHS Hig il RANKL/OPG Lbfli. N-MID 5 B-CTX /K J i #E
(BMD) 284k, 4Rt OSAHS X & AR A S Ha bR 1 520

JiE DL 2021 4 12 H % 2023 4 3 HEnm A 5 — NRIEFGHEIREE =R Ao, Wkt &
Bh FRRBIRIZ 1 5P OSAHS i3 42 4. {@ FRAAKL 15 WIFI& IR B kA 38 17 WIVE NI 4 .

R 47 A S I PR B 452 A1 38 8 B0 (AH) S e A 4B AT (LSpO2) , OSAHS i X4y N i
OSAHS 41 (5 {&kI/INF<AHI<30 PRI 80%<LSp02<90%) 21 {5 1 # i OSAHS 41 (AHI =30 &%
I/, LSpO2<80%) 21 1|, W 5t it RIAWEE — A5 B AR R BERE, 2047 BMD Ailll,  FfAar il
% N-MID. B-CTX Fl 25-#%4:4E 2% D (25 (OH)VItD) KIS & . OSAHS 2 4R {d 5 xt iE 40
HATEA 7 /i 2 SHEARE (PSG) MR, JFF MRk H 2 i 8 G KA RANKL #1 OPG 1)
TE. SR — R PSG W%, EMfebs. BMD IS AE AR AH TR bR 0 25,

FE MR A B AR & A RANKL/OPG EUAR R < K 25

GER LLE 1~50 4 JEMEMEIR (L1~L4) . BCE . Mo ="8400) BMD M &E1E, & B
HIE R FLT OSAHS HAE FEXTIRA, ZRASII¥E N (P<0.01) ; OSAHS 4 51 Fix)
Eb#e, REBALE BMD MR AR Z 50 (P>0.05) . IME N-MID ¥R A, &
J% OSASH 4. HJ¥ OSAHS 4H 28 A 2 AWRER AR L, HA i g OSASH 4 5{# xS
WAL E 2R (P>0.05) , HEJF OSAHS 41L& N-MID WK FE 58 Rifs i, HHEE
TR RAMBZFRE OSASH A, it LRIIH Z 7% (P<0.05) . IMiEF B-CTX
Lj 25(0OH)VitD /K FES A TN R %A it 2£R% (P>0.05) . [fiiE OPG &1L {#FExT
MR ZH e, #rP B OSAHS 4Hikz., #JE OSAHS AL, #HE OSAHS AlfijE OPG WE 5HIM
FHHE, ZRAESIHFEN (P<0.05) ; Il RANKL WEE=METLHEZESR (P>0.05) ; &
FEXIRZH . 82 P OSAHS LR OSAHS 4111 RANKL/OPG HAE 4354 0.24. 0.31 1 0.42,

HE OSAHS A LU B ANHA R T, BfAgir¥Z5M (P<0.01) . Spearman #H2<5#r
B8, N-MID K5 AHI. TS90 £ A% (r=-0.321, r=-0.413, P<0.05) ; 5 MSPO2 & IF
FHR (r=0.411, P<<0.05) : RANKL/OPG 5 AHI. TS90 ZIEAMHK (r=0.340, r=0.404, P<
0.05) ; 5 MSPO2 EfifHX(r=-0.324, P<<0.05) .

5% OSAHS mlsgm BPE B H 1EREKT, LHFEEE AHI B EE M. OSAHS X & i
(1) 5 M =5 L o S A, NIRRT R (OPG) Xi&, fff RANKL/OPG LWETHE, H
TE AR A N-MID A= sl AT (it B o is I A o 8 R it S A e i D T, I3 ARt
T bR 0ARAk bl B 2 A N B UK
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PO-040
Association between various sleep behaviors and the risk
of metabolism-associated fatty liver disease: A cross-
sectional analysis of the NHANES 2017-2018

Yuging Cai,Jia Chen,Xiaoyu Deng,Caiyun Wang,Jiefeng Huang,Ningfang Lian
Department of Respiratory and Critical Care Medicine, The First Affiliated Hospital of Fujian Medical University;
Fujian Provincial Sleep-Disordered Breathing Clinic Center; National Regional Medical Center, Binhai Campus of
The First Affiliated Hospital, Fujian Medical University; Institute of Respiratory Disease, Fujian Medical University,
Fuzhou, People’s Republic of China.

Objective Accumulating evidence implies that sleep disturbance is becoming an emerging
contributor to multiple metabolic disorders. This study aimed to comprehensively evaluate the
association between various sleep behaviors and the risk of metabolism-associated fatty liver
disease (MAFLD), especially the self-reported snoring.

Methods Adult patients with complete data from the National Health and Nutrition Examination
Survey (NHANES) 2017-2018 were retrospectively enrolled. The demographics, race, disease
history, the results of Fibroscan, blood biochemical tests and sleep related data were collected and
compared. Multivariate logistic regression was used to explore the independent factors for MAFLD.
Results A total of 3708 patients were enrolled, and 41.4% of individuals had MAFLD. As per the
multivariate logistic regression, the self-reported snoring was independent predictors of MAFLD (p
<0.001). Especially in occasionally and frequently snoring groups [OR (95% ClI): 1.44 (1.12-1.87),
1.48 (1.15-1.91), p<0.001]. In addition, the levels of liver function and the incidence rates of
metabolic parameters were independently associated with different severity of self-reported snoring
(all p<0.05). The subgroup analyses suggested that the frequencies of snoring were independently
associated with MAFLD in young and middle-aged patients (both p<0.05). The risk of MAFLD was
no longer associated with any frequency of self-reported snoring in the subgroup older than 60
years (p=0.400). Both in female and male subgroup, the subjects who snored frequently had a
higher odds risk of MAFLD than never snoring subjects (both p<0.05).

Conclusion The frequencies of snoring were independently associated with MAFLD in young and
middle-aged patients. Especially in occasionally and frequently snoring groups. Intense monitoring
and evaluation of MAFLD in such patients is necessary.

PO-041
Exogenous Ang-(1-7) Inhibits Autophagy via HIF-
1a/THBS1/BECN1 Axis to Alleviate Chronic Intermittent
Hypoxia-enhanced Airway Remodelling of Asthma

Jianping Zhou,Qingyun Li
R K R A B A e i <

Objective Obstructive sleep apnoea (OSA)-induced chronic intermittent hypoxia (CIH) has been
considered as a risk factor of severe asthma. Airway remodelling, which could be modulated by
autophagy, plays a key role in severe asthma. However, whether autophagy participates in CIH-
potentiated airway remodelling has not been fully elucidated. Furthermore, we had found that
angiotensin-(1-7) [Ang-(1-7)] has therapeutic effects on airway remodelling in asthma, but the
underlying mechanism is either unclear. This study aimed to explore how CIH aggravates asthma
and mechanism of protective effects of Ang-(1-7) on airway remodelling, focusing on autophagy.

Methods Mice and cell model of asthma was exposed to CIH with or without additional Ang-(1-7) .
Results CIH promoted Epithelial-to-mesenchymal transition (EMT) as shown by increased EMT
marker and fibrotic marker such as Snail and aSMA both in vitro and in vivo. CIH potentiated cell
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autophagy with an increased LC3 and decreased p62 expression. Ang-(1-7) reversed the CIH-
enhanced expression of Snail, aSMA, and LC3. Then, to explore how CIH enhanced autophagy in
cellular and animal model of asthma, overexpression of HIF-1a and THBS1 were identified in CIH-
exposure mice lung compared with normal mice lung tissues from the GEO database. Finally, by
using chromatin immunoprecipitation and immunoprecipitation, we confirmed that Ang-(1-7) inhibits
CIH-induced binding of hypoxia-inducible factor 1-alpha (HIF-1a) to the promoter of
Thrombospondin 1 (THBS1), and the protein-protein interaction between THBS1 and the
autophagy-associated protein Beclin 1 (BECN1), which in turn inhibits autophagy.

Conclusion Exogenous Ang-(1-7) inhibits autophagy via HIF-1a/THBS1/BECN1 axis to alleviate
ClIH-enhanced airway remodelling of asthma, which implied the potential curative effect of Ang-(1-
7) on asthma with OSA.

PO-042
TDP43/HDACG6/Prdx1 signaling pathway participated in the
cognitive impairment of obstructive sleep apnea via
regulating inflammation and oxidative stress

Yanru Ou, JL i PR b B, X, U0 B IR PR A 2
R R SR — R B

Objective Neuroinflammation and oxidative stress induced by intermittent hypoxia are associated
with cognitive dysfunction in obstructive sleep apnea (OSA). Recently, the protein TAR DNA-
binding protein 43 (TDP-43), histone deacetylase 6 (HDACS6), and peroxiredoxin 1 (Prdx1) were
reported to be involved in the process of cognitive impairment in many degenerative diseases.
However, the underlying mechanisms of cognitive impairment in OSA patients are still unknown.
Methods Participants underwent polysomnography to diagnose OSA. Their cognitive functions
were evaluated by Montreal cognitive assessment (MoCA), and the peripheral blood were collected.
In vitro, HMC3 cells were treated with lipopolysaccharide (LPS) to mimic neuroinflammation. We
used western blot to assess protein expressions, and ELISA to assess Inflammation and oxidative
stress levels.

Results Participants were divided into 3 groups: healthy controls (n=20), mild-moderate OSA
(n=20), and severe OSA (n=20). MoCA scores in mild-moderate OSA and severe OSA were lower
than those in healthy controls. CPAP treatment was found to be effective for cognitive impairment
in severe OSA patients (24.70£1.81). The expression of TDP-43 and HDAC6 were increased in
OSA patients, while Prdx1 was decreased. Alterations of these proteins were reversed partly after
CPAP for 12 weeks. Protein expressions of TDP-43 and HDAC6 were negative correlated with
MoCA scores in OSA patients, while Prdx1 was opposite. In LPS-treated HMC3 cells, upregulated
TDP-43 and HDACG6 were assessed, while Prdx1 was reduced. TDP-43 influenced the expression
of Prdx1 by regulating HDACS6, and inflammation and oxidative stress varied with the expression
of TDP-43. When HDACS6 specific inhibitor was utilized, inflammation and oxidative stress induced
by LPS were alleviated with an elevated level of Prdx1.

Conclusion Elevated TDP-43 in microglia reduces Prdx1 expression by up-regulating HDACSG,
thus promoting neuroinflammation and oxidative stress. This process may be involved in the
cognitive impairment of OSA patients, providing a potential clinical therapeutic target.
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PO-043
The combination of intermittent electrical stimulation with
acute intermittent hypoxia strengthens genioglossus
muscle discharge in chronic intermittent hypoxia-
pretreated rats

Huaheng Mo, #] 7%
R =Y N /U

Objective Exploring whether the genioglossus discharge in chronic intermittent hypoxia(CIH) -
pretreated rats could be enhanced by intermittent electrical stimulation combined with acute
intermittent hypoxia(AIH).

Methods Rats were pretreated with CIH for 4 weeks and then were randomly divided into 6 groups:
time control, intermittent electric stimulation, AlIH, intermittent electric stimulation + AlIH, continuous
electric stimulation and continuous hypoxia exposure. The genioglossus discharges were recorded
and compared before and after stimulation. Normoxic-treated rats were grouped and treated with
the same stimulation protocols.

Results Intermittent electrical stimulation or AIH temporarily increased the activity of the
genioglossus discharge, in which the degree of the increase was significantly higher in CIH-
pretreated rats than in normoxic rats.After intermittent electrical stimulation, AIH evoked a
sustained elevation of genioglossus discharge activities in CIH-pretreated rats, in which the degree
of the increase was significantly higher than in rats induced by a single intermittent electric
stimulation.

Conclusion Intermittent electrical stimulation combined with AlH strengthens the genioglossus
plasticity in CIH-pretreated rats.

PO-044
The Discovery, Validation, and Function of Hypoxia-Related
Gene Biomarkers for Obstructive Sleep Apnea

Xiaofeng Wu,# 72
H RN RERE

Objective While there is emerging evidence that hypoxia critically contributes to the pathobiology
of obstructive sleep apnea (OSA), the diagnostic value of measuring hypoxia or its surrogates in
OSA remains unclear. Here we investigated the diagnostic value of hypoxia-related genes and
explored their potential molecular mechanisms of action in OSA.

Methods Expression data from OSA and control subjects were downloaded from the Gene
Expression Omnibus database. Differentially-expressed genes (DEGs) between OSA and control
subjects were identified using the limma R package and their biological functions investigated with
the clusterProfiler R package. Hypoxia-related DEGs in OSA were obtained by overlapping DEGs
with hypoxia-related genes. The diagnostic value of hypoxia-related DEGs in OSA was evaluated
by receiver operating curve (ROC) analysis. Random forest (RF) and lasso machine learning
algorithms were used to construct diagnostic models to distinguish OSA from control. Geneset
enrichment analysis (GSEA) was performed to explore pathways related to key hypoxia-related
genes in OSA.

Results Sixty-three genes associated with hypoxia, transcriptional regulation, and inflammation
were identified as differentially expressed between OSA and control samples. By intersecting these
with known hypoxia-related genes, 17 hypoxia-related DEGs related to OSA were identified.
Protein-protein interaction network analysis showed that 16 hypoxia-related genes interacted, and
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their diagnostic value was further explored. The 16 hypoxia-related genes accurately predicted
OSA with AUCs >0.7. A lasso model constructed using AREG, ATF3, ZFP36, and DUSP1 had a
better performance and accuracy in classifying OSA and control samples compared with an RF
model as assessed by multiple metrics. Moreover, GSEA revealed that AREG, ATF3, ZFP36,
and DUSP1 may regulate OSA via inflammation and contribute to OSA-related cancer risk.
Conclusion Here we constructed a reliable diagnostic model for OSA based on hypoxia-related
genes. Furthermore, these transcriptional changes may contribute to the etiology, pathogenesis,
and sequelae of OSA.

PO-045
Obstructive Sleep Apneais Associated with an Increased
Prevalence of Polycythemia in Patients with Chronic
Obstructive Pulmonary Disease

Zhaofu Zeng,#17
EBOR 2N R B

Objective Chronic obstructive pulmonary disease (COPD) and obstructive sleep apnea (OSA) are
associated with polycythemia. However, there still remain unanswered questions about the
relationship between overlap syndrome (OVS), where OSA and COPD coexist, and polycythemia.
Here, we aimed to establish the prevalence of polycythemia in OVS patients and to explore the
impact of OSA on polycythemia.

Methods Patients with COPD underwent overnight polysomnography (PSG), pulmonary function
tests, echocardiography, and complete blood counts. All patients were ethnic Han Chinese and
free of prolonged oral corticosteroid use, hematological system disease, severe systemic disease,
and other sleep-disordered breathing. OVS was defined as COPD patients with an apnea-
hypopnea index 215 events/h, and polycythemia was defined as an Hb >165 g/L in men and >160
g/L in women.

Results Eight-hundred and eighty-six patients with COPD were included in the analysis. The
prevalence of polycythemia was significantly higher in OVS patients than COPD-alone patients
(6.4% vs 2.9%, p < 0.05). The prevalence of polycythemia increased with OSA severity (x 2 =
7.885, p = 0.007), but not in GOLD grade 3-4 COPD patients (x 2= 0.190, p = 0.663). After
adjusting for confounders, percentage of total sleep time with SaO2 <90% (TS90) remained
independently associated with an increased odds of polycythemia (OR 1.030, 95% CI 1.015-1.046)
and, with an increase in TS90, the hemoglobin increased, especially in GOLD grade 1-2 patients
(p <0.05).

Conclusion Patients with OVS have a higher prevalence of polycythemia than those with COPD
alone, and TS90 is an independent factor for polycythemia, especially in GOLD1-2 COPD patients.
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PO-046
Phosphodiesterase 4B activation exacerbates pulmonary
hypertension induced by intermittent hypoxia by regulating
mitochondrial injury and cAMP/PKA/p-CREB/PGC-1a
signaling

Zhou Pan,# 7z
R N R B

Objective Proliferation of smooth muscle cells, oxidative stress, and pulmonary vasoconstriction
resulting from intermittent hypoxia (IH) facilitate pulmonary hypertension (PH) in patients with
obstructive sleep apnea. The role of Phosphodiesterase 4 B (PDE4B) in PH has not yet been
established. Herein, we investigated whether PDE4B inhibition ameliorates experimental PH by
modulating cAMP signaling.

Methods We performed an integrative analysis of PDE4B expression in Gene Expression Omnibus
datasets, experimental IH-induced rat PH samples, and IH-induced pulmonary arterial smooth
muscle cells (PASMCs). PDE4B expression was modulated using siRNA in vitro and a specific
adeno-associated virus serotype 1 in vivo.

Results In the databases of mouse models of IH-induced and sustained hypoxia-induced PH and
in a rat model of six weeks of IH, the expression of PDE4B was up-regulated. Inhibition of PDE4B
attenuated IH-induced pulmonary vascular remodeling and right ventricular hypertrophy. Our
results also showed that PDE4B deficiency inhibited IH-induced proliferation of PASMCs with less
mitochondrial reactive oxygen species and mitochondrial damage. Meanwhile, IH induced an
increase in ATF4, which positively regulated the expression of PDE4B through transcription, and
inhibition of ATF4 exerted effects similar to those of PDE4B inhibition. Mechanistically,
downregulating the expression of PDE4B resulted in the activation of the cAMP/PKA/p-
CREB/PGC-1a pathway in PASMCs after IH.

Conclusion Taken together, our present study provides evidence that inhibition of PDE4B
attenuates IH-induced PH by regulating cAMP signaling.

PO-047
22 BB R A & AVEX & & AL Th 88 I 2530 o 28 P2 PR 28 14 R AR P IR T
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PVIETE . REMEE. EH .
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42



R E 2 B )\ Ji 4 T BB P PR PR 2 R 2L WA

PREGRI (TMS) it FEAEIRITES ARG 14 REREN PSG M TMS S S BLI AT L
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PO-048
The influence of acute morphine use on obstructive sleep
apnea: A systematic review and meta-analysis

Shigian Cha, %7
e N INE

Objective The present study was conducted to systematically evaluate the acute effect of morphine
on obstructive sleep apnea (OSA).

Methods The PubMed, Embase, Cochrane Library, Clinicaltrials.gov, China National Knowledge
Infrastructure (CNKI), and Wan-Fang databases were searched for randomised controlled trials
studying the influence of morphine on OSA published up to May 24, 2021. The Cochrane risk of
bias tool was used to assess study quality and meta-analysis was performed on the included clinical
trial results to quantify the impact of morphine on various sleep and respiratory parameters.
Results Three studies (n = 132 patients) were ultimately examined. There were no significant
differences between patients with OSA taking morphine and placebo/non-opioids with respect to
the sleep Apnea-Hypopnea Index (mean difference [MD] 1.78, 95% confidence interval [Cl] -2.41,
5.98; p > 0.05); Oxygen Desaturation Index (MD 1.49, 95% CI -3.21, 6.19; p > 0.05); Obstructive
Sleep Apnea Index (MD 0.83, 95% CI -2.08, 3.75; p > 0.05); Hypopnea Index (MD -0.01, 95% CI -
2.64, 2.63; p > 0.05); lowest oxygen saturation (MD 0.68, 95% CI -4.50, 5.86; p > 0.05); or sleep
oxygen saturation >90% (MD 0.10, 95% CI -1.14, 1.34; p > 0.05).

Conclusion In conclusion, a single dose of 30 or 40 mg morphine does not have a significant effect
on sleep or respiratory outcomes compared to placebo in patients with OSA, challenging the
orthodoxy that opioids worsen OSA.
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PO-049
Taraxacum officinale-derived exosome-like nanovesicles
modulate gut metabolites to prevent intermittent hypoxia-
induced hypertension

Ke Hu
MW =Y NN VS T

Objective We aimed to investigate whether Taraxacum officinale (T. officinale)-derived exosome-
like nanovesicles (ELNs) exerted hypotensive effects in intermittent hypoxia (IH)-induced
hypertensive disorders and their potential mechanisms.

Methods In this study, we developed T. officinale-derived natural nanoparticles with ideal size and
stable negative surface charge, containing large amount of lipids and some functional proteins.
Results We found that ELNs effectively reduced IH-induced hypertension, exhibited local anti-
inflammatory effects on intestinal tissues in a rat model of IH-induced hypertension, and reduced
intestinal tissue damage, including loss of goblet cells and barrier integrity damage, and ultimately
inhibited the systemic inflammatory response. In addition, we evaluated intestinal microbial
composition and SCFAs content and found significant changes in the structure and diversity of
intestinal microbes, where butyrate was identified as the most important cause of the overall
differences in the flora. Therefore, we further evaluated whether butyrate was a key target for ELNs
to exert their effects in IH-induced hypertensive disease. We found that butyrate intervention further
inhibited systemic inflammatory response and vascular wall remodeling by improving the intestinal
microenvironment in IH rats, thereby attenuating IH-induced hypertension.

Conclusion T. officinale-derived ELNs were effective in the treatment of IH-induced hypertensive
disease, whereas butyrate played a major role in mediating the effects of ELNs in anti-IH-induced
hypertensive disease.

PO-050
Rapamycin ameliorates chronic intermittent hypoxia and
sleep deprivation-induced renal damage via the mammalian
target of rapamycin (mTOR)/NOD-like receptor protein 3
(NLRP3) signaling pathway

Wei Liu, 7%
FBOR 2N REE Bt

Objective Rapamycin ameliorates chronic intermittent hypoxia and sleep deprivation-induced renal
damage via the mammalian target of rapamycin (MTOR)/NOD-like receptor protein 3 (NLRP3)
signaling pathway

Methods Sleep deprivation (SD) and chronic intermittent hypoxia (CIH) mouse models were used
to assess the effects of autophagy in vivo.

Results Compared with the control, SD, and CIH groups, the SD+CIH group had lower body weight
and higher levels of blood urea nitrogen (BUN), creatinine, and urinary albumin (U-Alb) (P < 0.05);
renal injury and oxidative damage occurred in the SD+CIH group, the kidney cell nucleus ruptured,
and morphological structure of the cells was unclear in the SD+CIH group. The SD+CIH group
demonstrated increased apoptosis compared with the control, SD, and CIH groups using Western
blot analysis. Compared to the control, SD, and CIH groups, the SD+CIH group showed a higher
degree of microtubule-associated protein light chain 3\ staining. Compared to the SD+CIH group,
BUN, creatinine, and U-Alb levels decreased, and apoptosis increased in the SD+ClH+rapamycin
group, and the structure of the kidney after rapamycin treatment was well preserved. The mTOR
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expression was increased in the kidneys of the SD+CIH group. The NLRP3, Gasdermin D
(GMDSD), interleukin (IL)-18, IL-1B, and cleaved-caspase-1 protein levels were higher in the
SD+CIH group than the SD+CIH+rapamycin group, and the NLRP3, GMDSD, IL-18, IL-18, and
cleaved-caspase-1 mRNA levels were higher in the SD+CIH group than the SD+CIH+rapamycin
group.

Conclusion Following rapamycin treatment, pyroptosis was suppressed. Rapamycin ameliorates
renal damage by inhibiting the mMTOR/NLRP3 signaling pathway.

PO-051
Combined noradrenergic plus antimuscarinic agents for
obstructive sleep apnea - A systematic review and meta-
analysis of randomized controlled trials.

Shigian Cha,# 7%
RN YN

Objective Currently, no pharmacotherapy is routinely used for obstructive sleep apnea (OSA).
Recently, combined noradrenergic plus antimuscarinic agents have been evaluated for the
treatment of OSA in several trials.

Methods This systematic review and meta-analysis following PRISMA guidelines investigated the
efficacy and safety of this combination drug regimen for the treatment of OSA. Seven databases
were systematically screened for randomized controlled trials (RCTs) studying combined
noradrenergic plus antimuscarinic agents for OSA to April 2022.

Results Nine RCTs were identified for systematic review and five for meta-analysis. There were
significant differences between OSA patients taking noradrenergic plus antimuscarinic agents and
placebo with respect to sleep apnea-hypopnea index [mean difference (MD) -11.27 events/h,
95%CI (-21.69, -0.84) events/h; P = 0.03]; nadir oxygen saturation [MD 5.06%, 95% CI (2.57,
7.55)%; P < 0.0001], and arousal index [MD -8.17 events/h, 95% CI (-15.01, -1.33) events/h; P =
0.02] but not sleep efficiency.

Conclusion Our systematic review revealed that drug therapy modestly improved loop gain and
upper airway collapsibility but decreased arousal threshold. A combination of noradrenergic and
antimuscarinic agents administered orally before bedtime on one night significantly reduced OSA
severity and improved OSA upper airway function. The long-term efficacy and safety of drug
combinations in OSA patients now require further study.

PO-052
Randomised, controlled crossover trial of intermittent and
continuous transcutaneous electrical stimulation of the
genioglossus muscle for obstructive sleep apnoea

Dong Zhao, 7 &, 5] 77
R ONEIN T

Objective Randomised, controlled crossover trial of intermittent and continuous transcutaneous
electrical stimulation of the genioglossus muscle for obstructive sleep apnoea
Methods Randomised, controlled crossover trial of intermittent and continuous transcutaneous
electrical stimulation of the genioglossus muscle for obstructive sleep apnoea
Results Fifteen men with OSA completed the study. Compared with sham, the median AHI with
ITES decreased by 13.3 events/hour (95% CI 3.1 to 23.5, p=0.030) and by 7.3 events/hour (95%
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Cl -3.9 to 18.5, p=0.825) with CTES. The median ODI was reduced by 9.25 events/hour (95% CI
0.5 to 18.0) with ITES and 3.3 events/hour (95% CI -5.6 to 12.2) with CTES; however, there was
no significant difference between groups. Furthermore, ITES outperformed CTES with respect to
longest apnoea duration (median (95% CI), 9.5 (0.0 to 19.0), p=0.011)) and the highest sleep
efficiency (12.2 (2.7 to 21.7), p=0.009). Of the 15 participants, 8 responded to ITES and 3
responded to CTES (p=0.058), of whom all eight cases and two out of three cases had ODIs <5
events/hour, respectively. All participants tolerated ITES well.

Conclusion ITES improved upper airway obstruction in patients with OSA, suggesting that further
prospective validation of the intermittent approach is warranted.
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8w J5 ICAM-1. IL-6. PFKFB3 ®iAm T #HE4: 4w 5 TLLLPS #l#, CIH fildb# 4] ICAM-1. IL-
6 KA E T AL, 3PO A4 CIH FTEUH B Stk 9808 s B K 3 iz 98 P44

i CIH L] PFKFB3 3Rk, ity B 4n Bl iefid, {2k Py Bz 4 i 98 5 [ B2; - [RI PFKFB3 Firgl
PR 20 R A I, MR AL 2B, S 5N RICIZIE R, 30 S EECHIN B A R
e

PO-062

DHRIR: AT A= R R E EH75 =

&ML #w 2
1. ¥HE T REER
2. UK N R EE B

B H) FHZE Nk BRI IR 27 (52 (OSA) 2 W ML IR RIFIR , FFER U 1E I A& — 2R )T U7 1%, (BB
WIEAE, RS HIRR a7 77

Fig MARE P i oA B OSA B MEEEMIAST, S EHRE 40 EE R
iR

SR MAXNE THEBREC oyt EE OSA BFMEZEBRIGST, X TIEH6E 4 EE 38R
vl

G598 FUFRIBUR I AEAR T RIGYT OSA FHT 7%, A 38 s A3 Fe M A AN FRR AL 4
IS BFE B TE AR 5 & AP BB & A I, R B AE
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PO-063
B EERRERE X OMIhEERIR

A, $iw
RSN NN 7

HE A FMRE DT AR ERE BES WA 2 AN R], Dy gt St ) B S 22 i X i Bk 2k Lo il D
DRI, JTRE T ASHIE . BENL. S SO IRPERT 7 .

Titk 10 ARl E 0 I BEHL R EE T SRR EREE . SUERFEERE. A, BN AT REFE AR (L
M AR A AT RE DL D RE) AR A0, FFAE T T4 TR P00 52 FT )y B AR 1) B S P B
e

G5R WHAUERIER, — 2 R S I BR A 2 eoof NR O D RETC W A REEH, 22 4tk R AT

S50 WEFUE RGN, — 2 R S I BR S 2 oo MO D RE T AN R B2, 22 4tk R 4T

PO-064

B AR AL TE A R & R LS A B S M

HILEE . 3. £5
Hh R R RS B i 45— R B

B VSR SR > S B R RE R A 2 EL AT, ARANLE. 65 % UL NEE
H, WUMER R RN 16.7%,  MTAILMGE B8 REEIRIFIRE (T (OSA) HIER A S 18.2%, [
ETWENRERT 2 £, FRHIMES OSA BUREVIAEK . IBshREESx IUMEA SRR, A
W TR LI ZR%] D-gal 753 RILIE K RS LA 2R 25 K RO R

Jiik 24 A 85 SD KR, BR/K—J, BENLIEI 12 JOR R IEEESS D-E3U0E (150mg/kg/R) , 12
ORI A B K (RREABEEK) , JFRIES 21500 S WO ZRaRE 7> 6 4. A EhK
BNGA (n=4) , AEFHKENINEEINGEL (n=4) , FHEKENAREINGA (n=4) , D-FH
BNV ERIZRA. (n=4) , D-FILRENUAE S WIDIRENZRA (n=4) , D-FFBENIDAES N &
WA (n=4)> , HUTIRENZRALR ARG S 8 i BAE 30-50% 1 Ko /15, 5 R I
JEJIENG K. S IENGH SRS & (50-70%8 KT & /&L 1) K. AR RE R
KBS 2479 1000 g.s. %k 8 JiJAbsERE, BRI, Ak — R e Ja, B 2o
WU S /224 o

SR HAEMEKBRINZRAE KRR L, D-F AR BRI SRR SR A0S LZ LRI HE 1) ZE AL B 22K,
GREIRTE S A St N SO KA G 02 A NI A I VWV D TIRES 0 S S SO = e S ¥ oY
R, AR TN EINGMINEN SRS, 17T WK RS LZA A B 08 0 K 8 0 2ok A A
BIG K SGVEA S, ST REVI R SR ZRALA L, ZobifR i tb B 35 FRAIG,  Zobifthk KL
PG ST BRI AT 2R, 2R FEHE R, bR SE g 2, L
LT YD LRGN, SRR LA A1 47545 219 8 250

S50 SRR S L AE K SR L 2R 450
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PO-065
A REST K RS A Th e B HL R R B R RO R

LR . 308, £H
R R B 5 — R e

HE B UECR S B> S B0 UL e A 2 B, FRZONNIME. 65 % KA B AEE
o, WUSER R RN 16.7%,  TAILMGE B8 HHEEIRIRE (5 (OSA) HIEURR L 18.2%, [
WU RE NS 2 5%, $RRILMEES OSA BIRE VI K. AHE FEIMAR T D-~ U 2 UL E
KR WLEh e S e AR R 2 TR AR S

J5i% 24 8 JH SD K, #AHENAN: MHRA (EREN AN , D-FIUNEA JERE
U D-F3LBE 150ma/kg) » 45325 8 Ji, AR (TMS) sk ZUE WL s Pl %l BUK
| PR RYE =S ey IR i e A A 11 DI Gl i np b u s w2it) DR Mol o ok ey LR A= S
SR SIEHAKEALL, D-2FILREHE IV RN TMS PR EIUATERIIER, B X%
PERRAR:  ELUE WUAR AR H 7T B FABR SRR L RE K SR LU £ 248 K% JULRES T 2 A 2 H B
LRI D e AR I K558 (RIS U 2% 200 WLIIL R 21 448 5 P ot R 2L /D>

G598 JUE F] S EOR SRS WL L Dy S e B o AR % o 1 P AR

PO-066
The risk of cardiovascular and cerebrovascular disease
with restless legs syndrome: a systematic review and
meta-analysis

Zhijing Wei,Lingda Meng,Wen-Yang Li,Wei Wang
Hh R R R R S B 45— BE B

Objective The present systematic review and meta-analysis was conducted to evaluate the effect
of concurrent restless legs syndrome (RLS) on the prognosis of cardiovascular and
cerebrovascular diseases.

Methods Several electronic databases were searched for studies evaluating patients with
cardiovascular and cerebrovascular diseases with concurrent RLS from the time of database
construction to April 2023. Two independent reviewers performed study screening, quality
assessment, and data extraction. Meta-analysis was carried out using RevMan5.3 with either fixed-
effects or random-effects models.

Results A total of 6 articles were included. Compared with patients with cardiovascular and
cerebrovascular diseases without RLS, RLS increases the risk of depression in patients with
cardiovascular and cerebrovascular diseases:[RR] = 3.53, 95% CI [0.90-13.83)); and the adverse
cerebrovascular disease outcomes:(OR = 1.64, 95% CI [1.27-2.12]).

Conclusion Patients with cardiovascular and cerebrovascular diseases combined with RLS have
a higher risk of depression, and concurrent RLS indicates a poor prognosis in cardiovascular and
cerebrovascular diseases.
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PO-067
& AANEEThRE I 2R %) PR E 1 RRAR MR (BB WS AL H
PR EERIIE

BIEH. 230, MR, @ltE. 5
o R R RS B Jo 5 — R Bt

B BHEEPEREIR PR RS (OSA) BEKMHIURE FAEHME, WolisiiE. o0& 5Emn,
ST fE A SRR R . dERE DA EENLAE B R, AR RS
Wl. OSA BFHFEAMEBENITNAE T . 1 OSA M3 B B AR BRARAE 18 M (R &R, KA B
RS — DB E N RIS s ki . BEA AT 7R B BRI COmELIZR. k22
g AT LAE— @R FiiE OSA HIRAE, HEZA/PMERT, HiEA—HAEEMEESR. H
Ub, EIMASREHEESE RN, WL AE N G & A L WU I ) B L AE )
Srrpakai o K.

TERTEAZN S AR N O A b, AR 73S U D se I Zaii . @itk — B R
T4E, AREAHE T NS U 2 D Re I S sN——sm vl s i b AOE R R T
T, T TMNEARTEF, BT 80 (H MRS B IE A % I R LA S I A X ] 52 1 200 o
LT g S R R LT AN 2

DAL LA 78 B AEPR I WUVLEESHRE VIR0t OSA FB 3 %0 E LA H A s i s m, - Rk — DR vHE
HIZINGEEAR P NHE .

FiE (L HUUIEEIEE NSRS OSA B8 %G WL LI 3 J7 i X S MR . 9k B E
KW 2 — BB PR R 2 Wy OSA ¥ 58 44 3, BN/ NS WUVIEF DR UIIZR2H (n=30) Fif
WZH (n=28) , AT HH—RMIIZG. NIZATE, 2Rl EER PSG KA G HE,
FM L BT R HBRE E  GE s L R 523 TMS,  PRASZIUE LIS 3l R X % w14 1) 1) 3
AL MR YT R R 2R

GER 1. HUIEEINN GRS OSA B3 UE L e A X i 42 i 2

(1) S5xtRAmtt, SUIENIZIaABHEINSE PSG MHXTair B NS, RICN AHLL
ODI. fHEM AHI. REM-AHI B#{K. BF A FRESEBRAR, ARl s AR A B =5 (p<0.05) .

(2) EWWEEThEE A B EENLE G B EN TMS NIRRT (p<0.05) , HRRZHE LK
SN $ 5

(3) HFZE AT Logistic [ 25 5 Bos & UUIEE LI eI 2R S I ZRAT 100% 5358 EE T TMS
RVNEE SR (p<0.05) , M@, 2R,

gt TV DR VISR e Pk OSA M M EAR R, $EmZtE UL s s HAx Xt
SRAT S WU IS B HPAR S gy Ve v o S S AT S WUV D Rl 25

PO-068
— I &t 3 AR s X\ B SFREFNFE ZE 14 RERR AT IR ET 15 (OSA)BY
WHL SEMITA (KAP) BE

Mg L 2R 20 BRooE 20 XRREE 1 TTaE L R
1. PR ORI R e AR R A
2. PR RAMIE =B B iz R

B B PRI R R DX N T B RE AR BH 2 1 B AR PR 2T 45 (O SA) A AT & FERIT A (KAP) &

FiiE XU AT SO T O ek 40 TN B II3E T MR E R W5, SR 7T ERAER TR
2022 4 8 A& 9 AMARIELHUE/IMEF MG E S S RIS, W BT il s XN BFRE A
OSA N I ZEHFAEFT KAP &5 5,
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GiR LR G 1145 47, AR 856 1, AN 74.76%. HIAEHE N, BE. ITRA=
I ¥ 43 43 A N 20.84+14.13(49.62% , & 4> 42) . 37.95%6.26(84.33% , AL 4 45) .

38.0316.97(76.06%, &4 50). ZHZE[FEIHSH BRFRE/NG0 2 KL EE 30 ¥ &LLUFAELE,

OR =1.753[1.109-2.771], P =0.016; 40-50 %, OR =1.602[1.030-2.493], P =0.037). m%#
HREERE LU S50 KLU, OR =1.864 [1.313-2.649], P =0.001). BV (EFEAAN
15 ESEER 5 K A5 ok N B AL, OR =2.480[1.647-3.735], P <0.001)5% 5% A& /K-FAr A
Ko IR 52 5F A ML AEROR = 1.069 [1.057-1.081], P < 0.001], & 5& AT HE
5 ((OR =1.792 [1.086-2.956], P = 0.022) M5 154> (OR = 1.332 [1.283-1.382], P <
0.001) 37 AH 5K

SE0 VA A b XN XoF B I AR L 5 e R P 3 452 PR A RO A 22, (R AR AR )38 BE ARG M AT R
TR AIBCE SV AR, NS MO ADR, BRI B St M ARG . B R R A
X OSA KM INAIZK T, A TR BRI S BIK T, TN ARMATEAMEE, U
EABATT AR

PO-069

% ThAE & RERRAR (U0 kR B & EERR U U B E A

MEEGe. AN FIRa. BN
AT B K 2 R 2 e A o i < R

B e i W BERR B i . H AT R AR M 299096 T AEAE 25 ACHS . P Wl 8 1) A, R IR
TBIT IR S = R K. 2 DhAe R Re R SO K & il R (CES) 5 XS 974 (BBT)
Bea T oCE MR & . A SRS 2 D) R 5 B RIS NS R MR A5 38 N RS [] | FEERIR oy < S o i
AR G

TriF B RN TR R RERE R ASON B 18 FH % 25 BhER T RE (L IR N BRI CES T-Hif /N, BEN VR I
)5 BBT F-11 10 738h)ie sk 4 JH, = $0dUicde B v () A8 AR AT W L o0, ik i 20 =
RAE AR P 5 BT F 4% 4 /N DA B N, AWFFidi N4 88 &, AR 4 Y
5 1 FREARE R SREARA K JRBEAR L) PREEAR LLA) A REM HHRERR L5 1 22 57

GER IEIESE T 2 THARE B REMERRAY 4 J5 )5, 81.2%H 3 MEMRIE(R 4A 4, 50% & BEIR N K K,
57.7% B35 URIEAR LI & . IR, (2 DhRE R REREIROGETT 4 FA v 4~ AR BRI (28 4
fivs. 55 1F, 36.5minvs. 38.6min) , FEEEINIRIEAR LG (254 ] vs. 58 1F, 15.4%vs. 13.8%) -
258 2 INRER REREAR T 7E — 8 FE BT _I 4 J RERIRE R 3 I 184 IR B LA

PO-070
FE 2 1t RRAR PR IR & 15K E SR S E B H YL AR L B 43 4

MR L TREE L ML A ERIRT
1. R RAEIE R R AR R A
2. KA — BE e IR

H B BF 77 BH 2 1 B AR O U 2 452 I S 25 A 1 (OSAHS ) HR 3 0 Y JIE I 85 T A A28 B, 4R
OSAHS 40 X IR A P 52

Fiik 23 B2 E OSAHS B, 27 #ithE OSAHS M 24 | 8B B E IINAI 7. i 2k
WM R RIE. 6248 T W = 313 i 1% ( Optical coherence tomography
angiography, OCTA) A EANRI IR RS £ . FruER 8] 22 SRR W5 I 28 40 5 00 DL R AH 5% i
FRivPAl o S5 B U BT A2 4 OCTA F kAT 20 M, SREUMAE TS M E S, RS0
JAERT B AT R A3 T
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gR (1 8%, J. #H OSAHS Hx =HEIRNE. BRI LEGREW LRI EES
(P>0.05) , H=#HEHEEFOMEIMEX (foveal avascular zone, FAZ) XS HAIE FAZ I
L FAZ JAK. dEEFEE (AD Fil FD300(FAZ 5% 300um [X 1A MR 25 ) AR s % 2 1 4 0 A
YERE . TRJZ T35 MR B DL R AR 8 T A 55 6 AR B R 2 41 4 12 )R B 35 T 4 it 2 22 57 (P>0.05)
(2) =L 1a) 0 R0 I I B 3 S AEAE B35 22 5 (P=0.020) ; SR EAML, hESHEEHEEMN
W ORI AE R R B E M n ( 1.0768+0.0025 vs.1.0842+0.0075,P=0.010 ; 1.0768+0.0025
vs.1.0800+ 0.0050, P=0.020) , H 1 J&F 4 % & & 4H & # th 0 & 1% i (1.0800+0.0050 vs.
1.0842+0.0075,P=0.031), #E/nHfE OSAHS ZH A0 W I A3 i i R (3) PRI AR I
DRI = AP EER (P>0.05) ; (4) HE OSAHS 41 # = B0 M 15 i 2
B AR T 42 B4 (0.4232+0.0091 vs.0.4081+0.0117,P=0.025) , HEEHEE 5B EHLK
BEGit%2% (P>0.05) ; (5) =#EETFHIMREELHEZR (P>0.05) ; (6) &F
J¥ OSAHS 35 ™ i A FE S50 M IR 2 M ih B 2 1EAHSE (P=0.002) , S0 2134
M fE 2 MK (P=0.012) .

SRV A0 DX B 107 R 2 A IO A L9 5 B T R R TN OSAHS B8 Tl G M4 5 (1) 8 7E 4
Frs 1 OCTAVENEFE LA IRBHMG & 757k, wT LU WS BE 7 OSAHS B8 UM 57+ o

PO-071
The relationship between white matter hyperintensity and
executive function in obstructive sleep apnea with
hypertension among young and middle-aged patients

Tong Su,Xinran Wang,Yaping Cheng,Haoyu Yang,Rui Chen
TRIH R =7 B e 2 — s e

Objective A large amount of evidence indicates that obstructive sleep apnea (OSA) and
hypertension (HTN) are risk factors for cerebrovascular diseases, affecting the cognitive function
of patients through various mechanisms. White matter hyperintensity (WMH) is a common
magnetic resonance imaging (MRI) finding in small vascular diseases of the brain, which is
associated with dementia, decreased cognitive ability, and increased risks of stroke. It is unclear
whether OSA complicated with HTN will exacerbate cognitive impairment, and how WMH is
associated with cognitive impairment. This study compared the differences in the overall cognitive
functions, executive functions, and characteristics of WMH, and explored the influencing factors of
cognitive impairment among OSA with HTN patients.

Methods The 207 patients in Part | was included and all of them completed cognitive function
assessment. 127 of them underwent cranial MRI and were divided into the OSA group and
OSA+HTN group in the same way. MoCA and MMSE were used to evaluate patients’ overall
cognitive functions. Cambridge Neuropsychological Test Automated Battery (CANTAB) to evaluate
patients’ executive functions, including Pattern Recognition Memory (PRM), Spatial Recognition
Memory (SRM), and Spatial Span (SSP). According to the T2-weighted images and Flair images
of cranial MRI of patients, the WMH characteristics were evaluated by Fazekas graded visual
scoring. The differences in cognitive functions and WMH characteristics in the two groups were
compared. The correlation between WMH features and clinical and cognitive variables was
analyzed through Spearman correlation analysis. And generalized linear regression models were
constructed to study the characteristics and predictors of executive function impairment in patients
with OSA combined with HTN.

Results 1. Comparison of baseline characteristics and PSG parameters between the two groups:
All 207 patients included in this study completed cognitive function assessment and
polysomnography (PSG). The differences in baseline information and PSG parameters were
shown in Part I. Of the 207 patients, 127 completed cranial MR, including 58 in the OSA group and
69 in the OSA+HTN group.
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2. Comparison of cognitive function between the two groups: There was no significant difference
in overall cognitive functions shown by MoCA and MMSE (both P>0.05). In terms of executive
function, compared with the OSA group, PRM immediate selection time, PRM delayed selection
time, and SRM delayed selection time in the OSA+HTN group were significantly longer (all P<0.05).
3. Comparison of WMH characteristics between the two groups: There were 15 cases (25.86%) in
the OSA group and 40 cases (57.97%) in the OSA+HTN group found to have WMH, with a
statistically significant difference (P<0.05). According to the distribution of WMH, there were 13
cases (22.41%) in the OSA group and 31 cases (44.93%) in the OSA+HTN group with deep WMH
with a statistically significant between-group difference (P<0.05). There were 8 cases (13.79%) in
the OSA group and 17 cases (24.64%) in the OSA+HTN group with paraventricular WMH, with no
statistically significant between-group difference (P>0.05). There was a statistically significant
difference in Fazekas classification scores between the two groups (P<0.05).

4. Correlation analysis of WMH with general data and PSG parameters in OSA+HTN group: The
results showed that the presence of WMH was associated with higher age, night systolic blood
pressure, and morning systolic blood pressure. Deep WMH was associated with high night systolic
blood pressure. Frontal lobe WMH was associated with higher age, fewer years of education, and
lower proportions of NREM stage 3. Temporal lobe WMH was associated with drinking histories.
Occipital lobe WMH was associated with higher BMI. The severity of WMH was positively correlated
with age, night systolic blood pressure, and morning systolic blood pressure, and negatively
correlated with years of education. All the above parameters were P<0.05.

5. Analysis of predictors of cognitive function in OSA with HTN patients: Generalized linear model
analysis showed that PRM immediate selection time was predicted by LSa02 (f=-0.320, P=0.010)
and moderate to severe WMH (=1.599, P<0.001). The independent influencing factors for PRM
delayed selection time were predicted by education years ($=-0.221, P=0.005), mild WMH
(B=0.782, P<0.001), and moderate to severe WMH (B=1.655, P<0.001). The independent
influencing factors for SRM selection time were LSa0O2 (f=-0.292, P=0.006) and moderate to
severe WMH (8= 1.163, P<0.001)

Conclusion 1. Young and middle-aged male OSA combined with HTN patients have more severe
impairment of executive function compared with those without HTN, which was manifested by the
selection time of object working memory and spatial working memory, though no significant
impairment of memory capacity was observed.

2. The most common location of WMH in young and middle-aged patients with OSA and HTN was
in the deep white matter area, within which frontal lobe WMH was the most common. The severity
of WMH was higher in the OSA + HTN group and was closely related to age and blood pressure
values. Increased WMH severity and decreased LSaO2 were independent risk factors for
decreased executive function.

PO-072
P E M ERITRE FRESEKEES RiHEXRBEFR
X MERTR

BHER WAL AT
MR AR 28— BR it

HEJ OSAHS & 4ifn AR = ELIfER 2=, HS 5N R E . B RS NE vET6
( Non-alcoholic Fatty Liver Disease, NAFLD) % A AX i A1 2¢ JIg 5 74 AT % ( Metabolically
Associated Fatty Liver Disease, MAFLD) LISk, W& M2 FIERE NS R, HerE W MG T
KRB FL . A FALE. MAFLD 5 NAFLD 7E8FRE AR 2R, IfiE—P4R5T MAFLD 5
OSAHS AR, DU PURS] OSAHS Ht MAFLD A B &R

FiE BlEM AT 2015 45 1 A & 2021 4F 12 A i W HEIRIFI2 G R B . Tl il & 1
e — B R, AT 2 SEEIR W, TUORREMMIESS. T2 EHEE. WRIE AHI (Apnea-
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hypopnea Index, FFWREMSIGESIRED o AR RAigiEdl (AHI<S &k/h) | B4 (AHIS-
15 /) A (AHILS-30 &/h) , FEJEH (AHI>30 K/h) 5 BRI EEREZ /TS
MAFLD & NAFLD 21, 7 MR N 4; 7 OSAHS &3 MAFLD ABEd, #R¥E27 NAFLD,
I3 MLl MAFLD (M-4E ND 4. [AlF43F MAFLD & NAFLD (M-N) 2H. 235 Eb e i 1) — s ok
Ak A, RS H. RS I ZES. &EHA A 7t Logistic [B)445# OSAHS & I
NAFLD &% & 3 MAFLD (1) fG [ X 2% 1) 2 5 .

GEEL (V)RR LGN 714 3, HaiBriEd 74 5], #4i2 OSAHS 640 1, H i Er2H 155 ).
HREEA 136 7, FEEA 349 B, BEE OSAHS JEEFEEERGN, SMELuEl. W st k. E
FEl. BMI. FLD. AHI. TS90%. ODI. JRF&. ALT. AST ¥ ETrmE#&H, ZREFSITFE N

(¥ P <0.05) . AFE™HFEE OSAHS H# 4 MAFLD 2% %445 T NAFLD.

(2) BNFEPHGZ AR 577 ], Hoh N 453 438 #i(4 75.9%), M 43 573(4 99.3%).
PILHEAT ELAE, S5 HHR M A teplE T N A, BESEE N, ERERY LSt ER

(3 P >0.05) .

(3) OSAHS &3 MAFLD &% 520 7, M. M-9E N 41 127 fil. M-N 2 393 ], P4 ib47 tak,
SEHRPLUR M-3E N A5G B T M-N 20 (41.7%vs.31.6%, P=0.035) , Z3H %t %mE X,
i M-N 41t M-3E N 4 BA 5 KHI4ERR[53 (41-63) % vs.47 (39-55.5) %, P =0.002)A1 5 = () £F
44k ELI[FIB-4>1.3(26.5% vs. 15.7%, P=0.014), NFS>-1.455 (42% vs. 30.7%, P =0.024) ].

(4) 7 OSAHS AEfErh, Z3RILLET S MAFLD. 2754 3F NAFLD 45528 B3k 4T [ 34547,
PR IR, RIEIRZEKNE)G, ODI[EK A OSAHS 43 MAFLD (OR 1.021, 95%CI 1.011~1.03;
P=0.000) Hi#3f NAFLD (OR 1.007, 95%CI 1.001~1.13; P=0.029) (¥ E KiK.

5 1.OSAHS ## 1, MAFLD B ZE e NAFLD Hoi i, W2 56 OSAHS M™ 5 F4 5 1
MK, OSAHS F a4 Jf MAFLD 5 245 5 B U5, [R5 MAFLD & NAFLD &3 5
75 5y LA S A

2.[A1 %2 MAFLD Al NAFLD fEZE a2z, H ODI &:34hn 1 fhr, KA MAFLD B L
KA NAFLD [ XSS 0 1.4% 1

PO-073
THER LR A & BE BE T TR Y REAR S0/ 58 TSR

R BB HE
o [ 5 2 A e A B A =

BE AN TREBERIRRE, ISR &gl st gk, RSP RIEEEEEN. £
AR AT, H AT W I H T FURERR 127 1 n] 22 807, AHOCIRIRIER FEA R o AN L B 7R I X
b % SHEAR A% 4% (Polysomnography, PSG) , {FAE7EA FHHEMRFEAS A, W 27 2 5 & R
i s T 3 1 REEFIR A 01 e

Tk WEEM 2021 4F 3 HE 2023 4F 4 AATHEARIEIA B . e BHEAE S, PSQI. ESS. ISI %
5K, TERTRIRE PSG MIER, (iR 58 38 [F) 0 5 s AR 0, 388 i 328 i 43 i v
Bland-Altman J73%. BUKEE . Rr 7 BB AR PEAL A [ AR 5N B e 3R 1 s I e

R g 98 ANIAWET, “FI4ERY 45.3+10.6 %, HtELEL 83.7%, b, {@FExEA 33 A
(33.7%) , " B [ 2 4 IR A P WY B 45 (Obstructive sleep apnea, OSA) HEEHA 47 A
(48.0%) , KHRHEHEH 30 N (30.6%) . FEHER/AEHEE /02 Wimidy, L PSG, Hit TR IR
B EHERIE (87.3%) « BUKE (95.9%) , (HEFRERL (47.9%) . & AT RIEIKIEIRIT
{77 PSG k&gt %R, (HEGFR S 7 IR (). HERR SR . MEIRIE R, IR AR AN
PRENHRMEAR, Al 7 NBEJSREDE . 75 DY 40 SRAEHR 7 AN M, AHLE PSG, % RETF-3R (M RUBE AR
LN 50.2%F1 62.2% (GRHEAR) . 51.4%7F1 83.9% (JRHEAR) . 33.4%F1 81.0% (1Rz)HR i
M) o fZHEARZRIEAT RISy, BEeTROUERIE . BURE. FFRE 058 89.8%, 97.6%, 54.0%
(fEFEXTHE) ; 85.5%, 93.5%, 49.1% (OSA £3#) ; 82.8%, 94.2%, 38.5% CRHRHEH) .
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S5 VH BN REMAT TR A BT A AR T RE 0, AEBERR 2> ) — B A R hd . 7R SEBRI
st B RETRALME RN AR ML I 58 /0 5hy, (B H R IUAE & KRR B TP A AR
REFER N B W5 SR BEVH 2™ b 7 Bl — PR THE S IR B I AIHL 882 2 5%, JFETEZER
AR 2 (I R SR AT SRR . AR DG it i AN BE I PREERIRAE 7E A2 T

PO-074
HIF-1a—BNIP3—£: i {4 B MiE R 7 FEER LR H B S IEZ R Y
REFRHIER

R, EH
R AR RS B 25— R e

B BRI 542 51 (sleep apnea syndrome, SAS) & —Fli WAIREIR R G080, FFAER
TSt R S s B EAR TR 12 . AN DD BE s S5 At 2 Ge 5 1) £ XU 1
IEEVIF G, SAS g fEREARI A & ) R AR E 5 58S, e HismRETE. &
AN RS, EMRESERER Y, SR RGEMEARAE. HEEMKER SAS %O BT
iz —, ASEUEMES (reactive oxygen species, ROS) MG, i sl 4H i 2ok 4 o 1A% 3 BE 1
45, SRR RERERS A MRS B & A . 84S S I8 T (Hypoxia-inducible factors, hif)
ARSI ETRTE, Tl HIF B R SUR gn i i g AR T s CUE AL, TEREAAH
KRR REEZAEM . Hal kI HIF-1a R 1 BCL2 MEAEREE 3 (BNIP3) fIEAK
o JE ST T RE AT 2R kLA DLZR R AR BN 7 IS BR, DA ROS MRt r=4:, fRitE L
NSRS TR AEAE . AZER B 7E I HIF-1a—BNIP3—ZR ki 4 [ Wit 45 76 R H P 8 15 45 AL
Z RAFEFEA

FEE AR CLEIAR 7T 5 AR IR FE T, HIF-1a—BNIP3—Z8 R4 [ Wk 18 5% 77 B AR PP % %7 12 25 & fiF A
KMPLINE . FFIE. BHE. MEE2 KEMBFPIER . AEFNLHI LU T 101238 B TS 13697 I E -
GEIR BRI 1 W 2 4 T 0T (5 SRS T o S ] LA L AERFAE M AR AR I 2T B, HIF-1/BNIP3 £
R AR B 0 2% 2 SRR R PP B 45 S5 S AEAH OG0 2 RGP E R Bl L FE,  CIE BEAE N mT 42 ) e
HEH RN FCRIANE

g 0 7 HIF-1a 55 BNIP3 (A LY ¢ R Ik 4 R 4 A SR SEUIRAS N BNIP3 (1) R
FAAT 50K 5o B AR I BT 5 45 S IE 22 RS E IR T 5169747 B IR SZf LR

PO-075
Research progress in the etiology and prognosis
evaluation of patients with COPD-OSAS overlap syndrome

Yue Li,Wen-yang Li,Wei Wang
Hh R R R R B 25— R B

Objective Chronic obstructive pulmonary disease (COPD)-obstructive sleep apnea syndrome
(OSAS) overlap syndrome refers to the coexistence of COPD and OSAS. Factors such as
impairment and sympathetic overactivity may increase the risk of systemic hypertension, glucose
intolerance, cardiovascular disease, arrhythmias, neurological and endocrine disorders, and
cancer in patients with COPD-OSAS overlap syndrome. This article reviews the clinical features,
pathological features, treatment and prognosis of patients with COPD-OSAS overlap syndrome, in
order to improve the prognosis of patients with therapy.

Methods Chronic obstructive pulmonary disease (COPD)-obstructive sleep apnea syndrome
(OSAS) overlap syndrome refers to the coexistence of COPD and OSAS. Factors such as
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impairment and sympathetic overactivity may increase the risk of systemic hypertension, glucose
intolerance, cardiovascular disease, arrhythmias, neurological and endocrine disorders, and
cancer in patients with COPD-OSAS overlap syndrome. This article reviews the clinical features,
pathological features, treatment and prognosis of patients with COPD-OSAS overlap syndrome, in
order to improve the prognosis of patients with therapy.

Results Chronic obstructive pulmonary disease (COPD)-obstructive sleep apnea syndrome
(OSAS) overlap syndrome refers to the coexistence of COPD and OSAS. Factors such as
impairment and sympathetic overactivity may increase the risk of systemic hypertension, glucose
intolerance, cardiovascular disease, arrhythmias, neurological and endocrine disorders, and
cancer in patients with COPD-OSAS overlap syndrome. This article reviews the clinical features,
pathological features, treatment and prognosis of patients with COPD-OSAS overlap syndrome, in
order to improve the prognosis of patients with therapy.

Conclusion Chronic obstructive pulmonary disease (COPD)-obstructive sleep apnea syndrome
(OSAS) overlap syndrome refers to the coexistence of COPD and OSAS. Factors such as
impairment and sympathetic overactivity may increase the risk of systemic hypertension, glucose
intolerance, cardiovascular disease, arrhythmias, neurological and endocrine disorders, and
cancer in patients with COPD-OSAS overlap syndrome. This article reviews the clinical features,
pathological features, treatment and prognosis of patients with COPD-OSAS overlap syndrome, in
order to improve the prognosis of patients with therapy.

PO-076

& I E N ERARIT Y E 5 B MR RS T REE RS SR

E4E L MR 2, BRgi L
1. TR R 2B 28 B Be
2. Oxford University Hospitals

H B FH ZE 1 R AR I 8 452 (OSA) T BUE & HH WU Th B A 25 A4 5 49, i X 4% B 25 Th R 7% 82 (AFNIC)
I3 MR I AR R [E Y AN THRER TR, A 9T B 7E /i OSA B3 dFNC RS LI R &
Tk ATHEPEIEEL 2020 45 8 H & 2021 4F 12 H iz T 75 MM K245 @8 28 — B BeBRAIR 112 E UFRFT BT &
111 44, F%(40.248.6)(25~65 %), P BEWE—KTRL, 172 FHEEIRIEN(PSG), HHE%E I
FRE(ODI) 7 AN HE A 34 f](ODI<5). % FE %4 43 fi(5<0ODI<<30). A4 34
(ODI230). 17 ZFFAI/RINAIVEAL (MoCA)ERIFALINEILIRE, K Epworth FgHE(ESS) & K vFAl H 8]
WERE . RAEFR B ST REMEILIR BUE (MR I 52 /K P 861T 511 (BOLD) (5 5 B s - TiAb 2, A I st
() T VA dFNC HFE, I8 K-3ME SR i e s i 4 dFNCOIRESEE . T =Fs3ckk
fIE dFNC RSB JE M B2 20(FT) PR B R(MDT) ## R B(NT), HhidiiE dFNC
AR R E M 2S5, JRdt— B EE S PSG 240 % MoCA. ESS VP45 1A M.

GERL I K-SRI T 3 ML dENCOIRZS: RA 1. DUHISE. IR 3 2% i e N
RRIE, HBUEAN 31.7%; RA 20 CLERBNLS . 33 5 I S\ R0 0 285 1R it I B MR AIE, HE B
W AK(22.1%); RAS 3 LA PIEBENRHE, MR R (46.2%) . HAIHEK
W, &2 FT 5 MDT AFEA R =, HERIA B TX 4 (p $<0.05), RELWFTH
MDT /5 SR 50t B ALM b i i, EERES#m X, WA 3 FT. MDT LU =41
MRS NT R B 2R M ER, RE 20 FT. MDT 5838 A i =36 £0(BMI).
Il 87 45 AEG 3B S 6 B (AHI) . ODI. BRI AM A E (MinSa02) 28 EA5%, 5 MoCA #¥4r.
ESS VW& K. FIHSHTER, ODIZIRE 2 i 8] J& PR AT 52 R 25 (FT:  B=-0.225, p=0.018;
MDT: B=-0.241, p=0.011).

51 OSA BHFIERE N B SIS REESRRSH R B M s, HE5RMMRESEARE, XAl
e /& OSA B M Thaeti (ML 2 —.
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PO-077

BN EE S XURE 18 14 PR 2 4 oo BB OBERR FR B AR X B R S 4R

AR EH
R R B 5 — R e

H i HEARFEAS RS M L ZE M (COPD) B RS W, HIRES M. Bar, FatnE
XS COPD £8 3 1 HEERIR 0T B AH QI i 2 o b o AW AT I AEAR T SVt I 2 & XUz /) COPD &
FHEER R, JoHORMEIRA SR, e fa i &

FiE AR N RTIE R G BT ST, 99N 2017 4E 10 H 1 H % 2018 4 10 H 28 HX COPD
SV INE T E ERR S B BRI ARME B B . SEE TR K 2 FHEAR VI, FRAE RN
COPD W EELZAEY (COPD & FEBHZEPEREARPEIR B 15D o [FIHIEEL 13 {8 B2 il 1 At
MRAH . W=z i A IR S, FEEAT A O AT

GEEL LE BRI TR T, At E RS COPD B it 1 WL ERR BT S g R HR 2 T %, S5
BOFAIEHTW R 2. ArEnE S X COPD & 1) F W MEIR & 5 S s AER . SR I 2
FOFWEHE R VP A G . TERWBEAR T2 71, SAEFRAE, ¥.40COPD BEMESLAMEE
(1) ek B A P[] FD BRI 25 %6 1 B, NI J5 e BT R) 38 . 554l COPD B ALk, EELAMEEH
18 FERR EL 592D . Btk i EE v XU COPD Ha I B M IEHR S 80 5 S P ZEREE . CAT R4 A
MMRC P53 4 5

L8 2 INE s XK COPD B E . FMBEAIRR &5 %, THEEESEAMERNEE .

PO-078
Effect of snoring on pregnant women and fetal outcomes: a
longitudinal study

Jiefeng Huang,Biying Wang
First Affiliated Hospital of Fujian Medical University

Objective It is reported the prevalence of habitual snoring is about 6%-11% in early pregnancy and
increase to one third of women by late pregnancy. Snoring is a marking of obstructive sleep
apnea(OSA), which might have an effect on adverse pregnancy outcomes. Therefore, the aim of
our study was to examined the effect of snoring on the risk of pregnancy complications and fetal
outcomes among a cohort of pregnant women.

Methods Pregnant women in mid to late pregnancy were selected and completed a questionnaire
on sleep symptoms (shoring, excessive daytime sleepiness and frequent arousal) and
anthropometric measurements. Then participants were divided into snorers and non-snorers
and pregnancy complications and fetal outcomes were tracked.

Results 198 pregnant women were included (34 snorers and 164 non-snorers in mild to late
pregnancy). There were significant differences in the incidence of oligohydramnios, fetal distress,
fetal growth restriction between two groups. Logistic regression models revealed that snoring was
associated with fetal distress (OR 5.68, 95%CI 1.94-16.63, p=0.02).

Conclusion Snoring might have an adverse effect in mild to late pregnancy after adjustment for
potential confounders. But our study did not find the association between pregnancy complications
such as hypertension and diabetes.
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PO-079

EREEEREEENERTRE FRESESIEREAR
EEPRNA

FA S

L PR K 25 BB

B B PR P B A2 B BH 2 P R IR I B 45l K2R B IE A 5 2 5 0 1) 2 FH 28R

Jig L 2021 4F 1 H 1 H~2022 4 12 A 31 HTIREEUIA I 64 151 B FE P4 B AR W 87 22 < 47
BB NS, BN X IR A SR, SA% 32 B, XTIRALSEiE OSAHS AR5 & M
HE, WS AE IR SR B AR B . 1C I LU AL R AL B VR (VAS) P4 K
SR T T 0% T P SR S =

SR TR, WA VAS Wi, ZER¥WEgutEE L (P>0.05); THE, AFEH 1. 2. 3
Ko WL B H VAS VMR TR, 2RI H G255 L (P<0.05); WS B 3 B 7
HRE (80.0%) (KT xR (93.3%) ; MEHEHEMP W EE (70.0%) KT XA
(96.7%) , MAEES RASIE L (P<0.05) .

G50 PR TN OSAHS RIGHKIEEA —CEMAEH, e iR B mremiEmn, SRR

e

Ho

PO-080
OSAHS S EERFIFI. RIMERIELSET YR

JRES: NS
mHAE S NRER

H 7 AR P 2 1 B R PP S 87 521G 3 /< 25 & 1iF (OSAHS) B BER BT 5 L. JRIVAS IR 2 (NOZ) 15
AR, VBRI AN NOZ2& & 5 EiE o B (A et

ik WATKH 7 RIS 7 AT T, AT ARGy, TRRNE —: DRI T B
H DA A RERAS EAE N T R, BT 2 52 R 2 SRR (PSG)WE M, WA I 224 R g 4 2%
AR S BRI EY), JHAE PSG Wil i i A W 45 sRER 5 20 B A BRI, SRSk
10ml FIEFECRBUR 10ml, SRAERMEN AT ML, JREEAR NOZ & &AM . H&A FFENdhx
v HEORE 720 84 2N F AT FL 0T, ¥ AHIS10 YRS B ICRERE A& 31800 32 R FE N
R (3L 3541 , AHI>10 RIS 52 E N OSAHS 4 (3L 49 451)) , W EZ 7 4[] BRI 71T )5
iy JR NO* & AR 22 A . AN o BiIfE BRI (g4 1890 KD A% B
PTG iR 3300 KD W MM R 1 FE L HiT 1 4F N AR BT B A1 R R 1A
5] P TAEN AT (8 RS FURFERT 7L . RISk — RGBS S IR L S B a8, 1557
A, UCEE — AE B IR R FE K i 10ml FTEEEX R B IR 10ml,  FEARALEE AT NO- & A8 I 77 2[R
FNHE—. HHRHHIX 12 MRIER 176 F1 5238 F FIA 55 B A Hb X 5 AR 82 1 523 & PN 4>
M, 43 B[R] — M X AN [R) BB AN [ PR L X ] — RO A L. JR NOZ & st AT SE it 44T,
ELEAS R LA F 22 5, WD AR THAR N NO2-2 5 AN [R) R R i F 3G N R AH

S8 HRNE—: (ERRAREERTAIEL S M5 NOZ & & m T OSAHS 4, HHEL5 Mg NO* & &M
MM ZEFA G FR X (P<0.05) ; WAHENRS MG NO* & = IR HER 2 & m (P<0.05) ,
R g FELH 38 = IR S (ANO?) R ZE KT OSAHS 4 (P<<0.05) ;W 2H [ B R AR J5 /R NO2 5
EHRAESR, B S5ERTHLEEE ZR, HIRTTE R NOZ & & 1A iE B M4 Ak f % 57,
¥) P>0.05; Pearson 0T iE~, OSAHS B HE G MiE NOZ /K15 BMI Al K 0 2T 45 i []
BEIEMAHZK (r=0.291. r=0.467, P<0.05) , 5 fki &M EE AR (r=-0.395, P<
0.05) . WANE: ERHTKX, 12 MRIEZEIMTE NO* IR NO* & BAF{E 2T, HAPPU&EM
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1 NO= & R R THBR I (P<0.05) , KM RIKILE NO* FRIH TIR NOZH L (E%
FEATIC, 5 R NOZRIR NOZ f R F 46 % 7, IF FLIR NO> 5 RE T 1L NO?
B, RS RIS HOSLIEIERIR: SRR £ Ak BN R DI R . DUBR (RO
R 5 AMRIRAE AR Z I LR, K T DUBRI L NO® & RHEPY MR Z IR AT 25741,
fi 4R BFHIBIE. (RS BB (LS NO? & B0 R G (RID fdit:
B, TR NOZ 3t 5 AR AR L IX A0 ) 5 85 T IGHER LI 0 3 .

416 OSAHS MBI NO> & RFF(R, BEUS WM, (ELSIIAEFE SR L HEARE T I i
NOZ 5 5tL5 BMIAE K IFIBT AR ] 2 A, 5 BRI FE 2 RGNl Rt AL
ST ILEAIR NOZI A REA 253, HIIREIRAE A IR P LT RR. NO® 10 i th 7719) .22
§t, A BRI MLERR NO® ) B0 G0 5 TAEIIHAN : JERSRRED O NO MR sk
B3 T ERHRIE RN

PO-081
Prader—-Willi syndrome complicated with severe OSA: A
case report and literature review

Jiwei Zhu, fE {51, /5 2 i, XIBE, i 42
VN = 2 e i s = e

Objective Prader—Willi Syndrome (PWS) is a rare genetic disorder that affects many parts of the
body including poor growth, un[ilJderdeveloped genitals, sleep abnormalities, and so on. Sleep-
disordered breathing is often observed in PWS, which is easily overlooked by clinicians. In order to
understand the sleep status of patients with PWS and evaluate the effect of adenoidectomy on
sleep-disordered breathing in patients with PWS and raise public awareness of PWS associated
with sleep disorders, We have studied a 13-year-old male patient who was admitted to the
Department of Endocrinology and Metabolism due to ptosis and increased weight gain.

Methods The child&#39;s chromosomal karyotypes anmd genes were analyzed to confirm the
diagnosis of PWS. Polysomnography was performed to evaluate the sleep status of the PWS
patient. Polysomnography combined with blood gas analysis was used to diagnose the
patient&#39;s sleep disease, and imaging examinations were performed to determine whether
there was adenoid hypertrophy. After tonsillectomy, the patient&#39;s sleep status was evaluated
again.

Results Because of daytime sleepiness, Polysomnography was performed and revealed severe
obstructive sleep apnea (OSA) and severe hypoxemia. Imaging examination showed that the
patient had adenoid hypertrophy, and the results of blood gas analysis and PSG suggested that
the patient had obesity hypoventilation syndrome. He was treated with hormone replacement
therapy to promote physical development. After tonsillectomy, nocturnal hypoxia and snoring were
relieved.

Conclusion PWS is a complex syndrome that can be accompanied by complications, such as OSA
and metabolic disorders. PSG plays an important role in the diagnosis and identification of PWSs.
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PO-082
PR = 14 REAR PRI & 5@ SR S AES FIRBR I sERUR AERY
3 B RN

Fdhai. Bk, R, BEY. S
R TR b =85 — AREERE

H i R BH 2 2 B R P R B 5 I0E S A iE (OSAHS) 5 HUIR IR T i YRR i 9 25 22 18] () FH 50
J7i% UL 2018 4F %2 2021 EAE = E 5 — N IR EEBE T 2 FHEHAR E (PSG) W2 Wi OSAHS 58 B
T HUR BRI RERIN 1) 2130 f4E B R AR G, BRI AT H PSG M S ORI R Bk, AR i
AR PP B A IE SR 2 (CAHD B FE0 R 53 A OSAHS 4. T OSAHS A AIEE OSAHS
M, WIERFRIEER (TSH) &iFEFIRIEER (FT4) AFEF RN R0 NPT ER 4. WIkEK H
PR AN R F ke . R R R PR VP2 VEFC S i 36 2R W k), LU [A] OSAHS ™ 55 R i 43 2H [A] ik 26
R FIHAR IR ThRefabr 2 5, DARANFEHURIRDIRE /0 410 PSG Wil S BOR L A8 AT A (1) 22 57
255 OSAHS B o HIEU B3N 12.3%, HH IR BRIBUEHR RN 4.0%, IR F 8RR Z N
8.3%. Lt OSAHS HHFHHEMFEER THM (P<0.05) . ImKHF KT E ST HE
OSAHS ¥, HEHZHE OSAHS B/ EALE I Sl . /£ OSAHS JPHIZE /44, LR
SRS MR, AR EES (BMD JEEE, HEE OSAHS 41 TSH /KT T#EH (P<0.05) . 7
ANEHRIRTGe4E R4 20, DUBCAERS . PRSI, BMIJE ELEL, IR HR4L PSG W24 AHIL
BRI RS T] (maxAT)  BHEMEFFIRE {4850 (OAD | IRAEMEFFIRE(F48E (MAD &T
FINE#R 4 (P<0.05) , BIKMAMWAE (LSpO2) KT HINIERHA (P<0.05) , MA IEH:
hRAEBREE LR (AST) « MIEEE (TC) . HMWM =8 (TG) . k%)% i5 & (1 5 [FH
(LDL-C) . IMiEMLEF (Cr)  MIERER (UA) K FaTHINIERA (P<0.05) ; IR H Jkd
H5HIIEFALE, ERErZER LS 52 L. Spearman MM H#2, TSH 5 AHI.
maxAT. OAl. MAI/KFRIEMHIE, 5 LSpO2 /KFEMAMK; FT4 5 BMI. AHI. maxAT. OAIl /K
PRI, 5 LSp02 K EIEM*K. ZELMERITSHEER, A, maxAT. MAI K TSH KI5
i K1 2%

510 OSAHS B i HI R R m, UHZTIGKF I Zotk OSAHS B3 sk B Em T 5
. OSAHS 5 H 2 [BIfFEA B, OSAHS ()™ B AL A 52 TSH /KF, K I A E S
XAk, OSAHS B () PSG Wil S8 AL FEFR, (B VIR B ROGT HI% A 5400

PO-083

B E I ER T FEESERRSEEFEEHER MR

RAEFR. BAEME. 728, XIBE BE
TEH 1= 2 e s = e

H B 77 BH 28 L WP HERR 2742 (obstructive sleep apnea, OSA) 3% FiMfd b & IR & 16 W iE H B
P R e o AR 2 22 S S D RETIUM ,  HR 2% W T e 1 L 5 e e O e IR 45 FR 3 R IR R R AR R
JRIIER o

FE AN 2022 4 5 -8 H e TR N B 22t Bt & 2= e 5B 409 NI 5 b 14 P L 28 1 Py VB e G 4 452 2%
HAEEFE 39 B OSA A, fEEEIEHE 20 I Juxt AL WCERMAENRERZEEhRA, Wi 16S
rRNA =38 &5 A1 V3-V4 RIS X A WE S8 25 50 bl 5 FA A= P A A R 22 7

GR A ANBMIERE Alpha Z 1A R85 (Shannon) . F K 4E% (Simpson) .
Observed species X Pielou’s e {8 (7 fE i & % 5 (P<0.05) ; 1 Beta ZFE1%E T 484570 #r (PCoA)
THEZER. WANBZIE R Ttest A I0 45 BB /RAET TR L, JEEER ] (Firmicutes). 2T #]
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(Proteobacteria) . £¢F (] (Chlorobi) . 2% B[] (Chloroflexi) . E&tF ] (Acidobacteria)
HFERFEZERT (p<<0.05) ; fEE/KTFL, 1 26 REBEEFAEEZER (p<0.05) HpEH
Ml B )& ( Megamonas ) . ¥ B % BK B J& ( Ruminococcus ) . K & X E B H £
(unidentified_Lachnospiraceae) . fxHJfii# J& (Pseudomonas) *fJH 1w J& (Gemmiger) #iXf
FEREM . LEfSe T4 R EIR, OSA AFERIKEKEFRL (Veillonellaceae) . EHKHE
(Megamonas) FEH ST, @FEIE4 168 (&) . TR E M E)E (Alicyclobacillus)
FREEET OSA 4. it AU DI Re T & 22 S Dhae /0 i 19 21, OSA 3% Wi it 32 2% S AE I
HIETREARU . IR EAR S JORE N B 75 A IR AR I R A A AR U I B

SE0 PHZE IR AR B 45 s B B 2 i, R rE T 1K JEBE B 1] (Firmicutes) . R TE 1A
I'7 (Proteobacteria) [ {kt OSA BHZEYIMK, JEKF LERMEE (Megamonas) . JHH
J7EKE )& (Ruminococcus) 2B A W% 2w NS E WA, 15 508 & 25 AL W R A1 A= V)i b
A ARG IE S, OSA Sl A SORE I R AR R R VIR, ERH—P5.

PO-084
BEL 22 14 BB PR 45 28 R AR 2 R S AF ERIE AR = HARF IR 45
RESEHENRKRENIRS

TFE. Pets, W B
T R AEREA B LR AR B

H B PURHR S BRI (REMD [ FH ZEPERERR PR B 15 (OSA) J&—FREikI OSA WAY, I R%F
A5 OSA i H 25 . HEl REM ] OSA (€ X A% —, BARBIFH REM ] OSA
FHHIRRE S A 2% . REM #1534 REM #] (NREM) [ I %7 5B S f8 B b ( REM-
AHI/NREM-AHD & REM # OSA & X I EZFR bR, AR5 REM-AHI/NREM-AHI 5 OSA
A TIEIRR KR

TiE AW TR BN B L P R 0o [ 22 2 SRR M U2 BT (1) OSA B3 . WUR B LA IR
FRIEA 2 SHEIR V2%, REM #] OSA & XN AHIZ5 k/h, REM-AHI/NREM-AHI=2 H REM #j
BEARIS [E]210 2> #h. @il IR MZ KK logistic [0]H 537 L BRI ST 7R REM 3] OSA
(4% 55 REM-AHI/NREM-AHI 5 B I RS S & .

GER AT ILGIN 211 44 FH ZEPEREAR PR B 45 2, o 55 408 REM ] OSA &35 . BRI R
BIRREM I OSA B4tk HEHES (34.5% vs. 10.9%, p<0.001) . #iFE /N (40cmyvs. 41cm,
p=0.03) . MEFT A BE )5 &7 5K IE A (BERT: 84mmHg vs. 88mmHg, p=0.013, fi#)J5: 82mmHg vs.
88.5mmHg, p=0.006) . OSA ™ HEFELEHE 2 (AHI: 11.3 ¥t/h vs. 31.8 ¥k/h, p<0.001) . HIAMKEA
TR (% SpO2: 86% vs. 84%, p=0.01, “T-# SpO2: 96.3% vs. 95.7%, p=0.032, SpO2 & T
90% )i 8] 5 E: 0.1% vs. 0.65%, p<0.001) . Kl E VA H £ (80.0% vs. 46.2%, p<0.001) -
Logistic [AlH S /REREBMCIBAFEE, LfE. #HE. REERITR . &K Sp02 155 REM
OSAMASTAHIE (p<0.05) o FRHEIPESL T FE 2 74T i/~ REM-AHI/NREM-AHI 51 5 i B 7 L 35 52 4S”
BAEZME SR, HAEJEMLEM BMI<25 fEHFhiX fEas B & ; REM-AHI/NREM-AHI 5 &3
MERT S BRI E . JEREFERE . AHL. 5fK SpO2 ¥ AR L R R .

Z54 REM ] OSA 5.3 11k PR 4 15 5 REM-AHI/INREM-AHI A 5%, REM-AHI/NREM-AHI 5 58 5 |
M. OSA MEE 2R AR PE R R
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PO-085
B D RS AR PR T R A PR E M R IR IR E SR E SR AT
AHEmMESEBRERE TN

FA S

L PR K 25 BB

BB T 70 B8 o s A 2 3 R 2k B 2 1 R AR R R B 5B R B AR A T s i R B
AL AL

ik RFEREREE, ¥ 2020 4F 12 H & 2022 4F 12 H 18 1L 7545 K5 17 5 = 2 B 245 122 B eI R L
21 OSAHS & E I ER EE 60 6], FZFENLECT R AT N BT 4 X BRI 5220, AE4H 4%
30 Bl XTHRALLE T8 U BT, X BB 4L A0 5 M B0 S Atk St B T nA A s BT TR S, B
BRI . VEIT I B B R FL A

GER WM B MBS BT IR ME K B R AT NI TR, ZEREgEIEE Y (P
<0.05) .

G B A AR P BT IR QA P ZE M R AR PR B (RIE R g2 B IE A FFm IR B E RO, B
W B PR TF A AN RE ), MR B IR AL 1 MR TT IR N, TR A R, (.

PO-086
PR 2= 14 REAR MR IR SR E SRS MERISTr 73 3E

TKIER . JRE. IRARGE. BN, EEE. BN
TR = 2 e Y s = e

B A BH ZE 1 B AR P W BT 155G AR 2 A 1E (OSAS) A& — it i MW 3 PH 58 BBk A5 5 76 f16) I L 1 e S o
%, OSAS ' s 7E BEAR I B] B [hs . P HEANFT BFERER . N OSA HRIp SR B AE S 1 Ky
Wahns BEREL 201, HLMARERREHEEMN. 2B OSAS K% T HEINIKZ S
IR B R (e X @ il . OSAS B MEARFTHF, 1A 875 [ ak K PpI R 45 . BEAR 0 &2 1 F4
H[E A SR . RIS 255 ISR E R BT B IAE . 02T, 57, HiE
aPIARSE, FEE RN H R AR .

vk 1 — a7 . U BOE, A EEEIR Y LA e R EINE OSAS 1ZY), Ml
BMVBEIR . & MiamRk, B HEEES R

2. CPAP YT (—2RifyT) « fET MRS N RT3 ot CPAP YGIT, A BT H bR EAR KA,
2 IEMEARZE M KL, S RBEIR I BTSRRI RE R AR ARIER ; HBhRrat S iE Ik
JEiES (APAP) J&HT CPAP AN 524 . R J5 OSAS. ARAL K BERRET AHAHSC OSA. 145 EIG IR
TEREES; YUKPFAIEIEERBES (BIPAP) &EHF CPAP &7 K /11l 15cmH20 (1cmH20
=0.098kPa) . ANAEMYSZ CPAP # LK A CSA Sl iiE S5, WtSBEif. #h< LA A
AR IE SR A 1E

3.8 JT: KZH OSA B EH:% CPAP {RIT I LR B EIT . OSA B W IRIAT RE LA UE Ik
JEIEA (NPPV) SCRENEHT, 07 0 35245 e ks < R 2k .

4. NEFFIESIAIT . WFIERIT DWRATAE S nTREXS B35 h FE OSAS A RUMA Tk #: . IR
BE WD OSAS HIFEEFEE DR, 29 OSAS —ANERIEIIAYT 7. HIEFHGE s afE N
SEBPRERIER . TPEERRE N —LIAIT 7L, TS FRENPPV A N VRYT EE OSA.

5 FARIGIT: BEFAR. WA RFEADIGBAR. BREERBBEEEAR (UPPP) | HIBEAR. &
W EEFR. & FHEREGRTT. BAFER. XERIEAR. BERPFER. KEVIFARE.
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55 OSAS HRINIRYT iR FrLl <l 1E I8 < (CPAP), & s F THT B3 £ A HE 1 [ 71 7K ~F LLAR R
AUETFTBG AT 25 1 B R e P R 5 AN A AR ) R A, 2 CPAP R YT A RETE 70 B0 1 R Mg e
i, 2980T TAT AR FE bRt CPAP %8, LA ik B mE IR AR 55 o
S5 OSAS HRINIRYT J7 PR FrLl /Sl 1E I8 < (CPAP), & s F THI B3 £ LA HE 1 [ 71 7K ~F LLAR B
FETTIG AT 2 T R O I B A AT AN 2 R A, 2 CPAP RTT ANRE TR 70 B0 1 R P T
i, 2991 TT AR FE bRt CPAP %8, LA ik FE RE IR AR 55 o

PO-087
Intermittent hypoxia exacerbated depressive and anxiety-
like behaviors in the bleomycin-induced pulmonary fibrosis
mice

Mengging Xiong, #5%
MW NE YNV

Objective Depression and anxiety are prevalent in patients with idiopathic pulmonary fibrosis (IPF).
Recent researchers reveal that intermittent hypoxia (IH) increases the severity of bleomycin (BLM)-
induced lung injury. However, experimental studies dealing with anxiety- and depression-like
behavior in animal models of BLM-induced pulmonary fibrosis in a combination of IH are lacking,
hence, this study aimed to investigate that.

Methods In this study, 80 C57BL/6J male mice were intratracheally injected with BLM or normal
saline at dayO and then exposed to IH (alternating cycles of FiO2 21% for 60s and FiO2 10% for
30s, 40 cycles/hour, 8 hours/day) or intermittent air (IA) for 21 days. Behavioral tests, including
open field test (OFT), sucrose preference test (SPT) and tail suspension test (TST), were detected
from day22 to day26.

Results This study found that pulmonary fibrosis developed and lung inflammation were activated
in BLM-induced mice, which were potentiated by IH. Significant less time in center and less
frequency of entries in the centre arena in OFT were observed in BLM treated mice, and IH
exposure further decreased that. Marked decreased percent of sucrose preference in SPT, and
significant increased immobility time of the TST were detected in BLM treated mice and IH widen
the gaps. The expression of ionized calcium-binding adaptor molecule (Ibal) was activated in the
hippocampus of BLM instillation mice and IH enlarged it. Moreover, a positive correlation between
hippocampal microglia activation and inflammatory factors was observed.

Conclusion IH exacerbated depressive and anxiety-like behaviors in the BLM-induced pulmonary
fibrosis mice. The changes in pulmonary inflammation-hippocampal microglia activation may be a
potential mechanism in this phenomenon, which can be researched in future.

PO-088
Intermittent hypoxiaincreases ROS/HIF-1a related
oxidative stress and inflammation and worsens bleomycin-
induced pulmonary fibrosis in adult male C57BL/6J mice

Mengging Xiong, & 7%
R ONEIN T

Objective To observe and analyze the effects of IH on different stages of BLM-induced pulmonary
fibrosis in mice and its possible mechanism.

Methods C57BL/6J mice were administered with a single dose of bleomycin (BLM) or normal saline
via intratracheal injection. And then mice were exposed to intermittent hypoxia (IH) (alternating
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cycles of FiO2 21% for 60S and FiO2 10% for 30s, 40 cycles/hour, 8 hours/day) or intermittent air
(IA). Mice were sacrificed to observe the process of fibrosis formation after IH or IA for 4 days, 8
days or 21days.

Results Compared with normal saline treated group, the histology results displayed that in the
BLM-induced mice, interstitial thickening and pulmonary fibrosis was observed at day 8;
continuous fibrous foci with thick collagen deposition were observed at day 21. IH exposed even
aggravated proliferation and collagen deposition. In the comparison of fibrosis indexes, the BLM+IH
group showed higher expression of mRNA of COL1 and TGF- on day 8 and day 21, and the
fibrosis score and HYP content were also higher on day 21 than those in the BLM+IA group.
Besides, the expression of reactive oxygen species (ROS) and hypoxia inducible factor-1a (HIF-
1a), which are related to hypoxia reduced oxidative stress and inflammation, were higher in
BLM+IH treated mice than those in BLM +IA mice. Moreover, a positive linear correlation between
the HIF-1a expression and HYP content was observed. We further found IH promoted the
expression of some inflammatory cells in bronchoalveolar lavage fluid, and there was a positive
correlation between inflammation and ROS expression.

Conclusion IH aggravated BLM-induced pulmonary fibrosis, and the mechanism involved
presumably ROS/HIF-1a related oxidative stress and inflammation.

PO-089

FREHERTREFRESGSESHERR

PR ORARME. MR XU W&
TR = 2 e Y s = e

H A FH 28 1 BERR PT I 27 (A S 25 S fE (OSAHS) & — Pl 7e BRI IR o 2 8] i ffe A0 A0 P A8 A 44 1)
MR, SIIEERER YIS, KR T OSAHS 5 il M a3 AR el GebLhl, B1E
T fi#t OSAHS 57 BRI C &R, DA Nl il 1 15 il B B 0 OSAHS B ARSIt S
%,

J7vE IS A R AE K OSAHS 57 I8 t B AH S SCHR, M OSAHS X B FaAS 5 1718 R 3 XS
OSAHS [{I54M LA K 1 78 38 75 28 1 % 24038 OSAHS FH IR 25 IO AE FH 45 £ B HEAT 25 & 3 2 0 M
£ OSAHS 5B E R VA, OSAHS Ak MpiE mE aE 2 al. M= ds. g NIREE
BT i B B S 30 B A T R A By JORE SN, 1T i B A T R O K - B - A B 2
5 OSAHS & [P FIFIBERRZ5 M (1 238, b 78 il AR B RE 5 23 OSAHS FITEie I 7 4534

58 OSAHS S5l Bk RS2 2 2 3%, KIN-IiE - A o i Fo s, i aiE s
FRRX AR DL RO I A 2 8] PSS LT T e — 2B 7, B 2 il B R R 3% OSAHS B Aok

PO-090
T RIFFIRALETTER & N ThREVI SRR B ZE R &3 OSAHS B&
AHITHRE RO ST

E&F
KA iia i e B - DU R B

H B 1 T 6 R ML VA 7 R i 26 A A I BH 2 1 B S I I B 2168 S 48 A 4 (obstructive sleep
apnea-hypopnea syndrome,OSAHS) A KIZhREIEEN

FiE IEHUE 2021 4F 2 % 2022 4 10 HAERBUERT & 3 OSAHS A il mibEss B35 37 4,
B B 3hi e 2 FREIR I 612 OSAHS, HrrhfEd] 26 4, HEH 11 4, M EHEE LR
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BENLEC T 330250 A R R IR A BE AR 8220, R4 13 44, B E AL 11 & B R Ey s T R
N JEN IR RN R A, XTHRA 5 4%, WS 6 4. VUL B E B2 % I 2 7 2 al LT DA
INFIThRE SR, Mg 7Ex] B4 Lt b7 DUCBIRFIRALIA T o 20 BIFETTRT. T30 4 R xS DUZH i
#4T MMSE. MOCA & HAilkizh et .

ZEE THiRTIUZH MMSE. MOCA $E0 & #E2 5(P>0.05) , T 4 J& )5 d W g4 MMSE.
MOCA ¥4 B i i T IR 4H, 22 3 48t 24 (P<0.05); EJZ %24 MMSE. MoCA ¥4 B & & T
XTHRAH, 22 5 B Giih 228 L (P<0.05), HEEMEHEHEMEH MMSE. MoCA V14 LL TG & & 1%
#5(P>0.05) .

2598 LRI ALYG T BEA N AT RE VIS5 T oG8 i A5 vh & 9 OSAHS B INAIThRE -

PO-091
MiR-145-5p iBid 4+ 5 TLR4A-NF-kB {ESiE k4] OSA %KiE

IR 5 IR B2 e

H i) Obstructive sleep apnea hypopnea syndrome (OSA) is a high-morbidity sleep-breathing
disease that can cause various complications. Hence, the aim of this study was mainly to
investigate whether miR-145-5p could have anti-inflammatory functions in OSA by mediating the
TLR4-NF-kB signaling .

751 The expression of miR-145-5p, TLR4 and NF-kB in OSA patients was detected by RT-qPCR,
and the expression levels of TNF-a, IL-1B and IL-6 were detected by ELISA. The expression of
TLR4 and NF-kB protein was detected by WB, the nucleartranslocation expression of NF-kB p65
was detected by immunofluorescence, and the targeted binding relationship between miR-145-5p
and TLR4 was detected by a bioinformatics double luciferase reporter gene system. Finally, an IHR
mouse model was established, the expression of TLR4 was detected by immunohistochemical
staining, and lung tissue injury in mice was detected .

ZE B Compared with healthy volunteers, the expression of miR-145-5p in OSA patients was
extremely low, while the expression of TLR4 and NF-kB showed the opposite trend, showing
upregulation. In the OSAHS cell model, transfection of miR-145-5p mimics effectively inhibited the
activation of the nuclear NF-kB p65 and TLR4-NF-kB signaling pathways. In the OSA animal model,
injection of miR-145-5p mimics effectively relieved inflammation and and lung injury in rats.

Z5i These findings suggest that miR-145-5p may have anti-inflammatory functions in

OSA by mediating the TLR4-NF-kB signaling pathway.

PO-092

OSAS BEX AL X BEYNRREZSH

BREEH
T KM Z2 B B L R

H B 2 D DR g B 3 SR A TV e ARG TR R Fe P, P ZE PR R AT R 2 (B R 25 & iE (OSAS)
BEBENGE HIEE, EBENES SECEE AT S SRR ENGEMSET . R
KA FTHE H WG R R FE IR AN — € SIPIRBEARACE S FR A CAHD A5G, FrPAFRA1Z2A3 E OSAS £
FF 250 Bl 1 S B Il F B R R R &R

FoiE BATH 0] T A T BF SE A RIS FERE R FRIEFINL. AR YE 2 SEARIE (PSG) Hiill. Epworth &
MR X (ESS) WM T £ EERYSE S (AAM) BIE X, MR EGE S0 N =455
(AHD : BEEFEE (5AHI<30) , HEF (30<AHI<60) FIEREE (AHIZ60) . [FIET MR E
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() 2 TR A AR R E T e T BKAEAL . IR L BE SR RO U R A R, BRI A SR AT T
B BN 22 AR B B A AT o

GER ATELE T B HMBAT B E (AHI<5 %R E) . BT (30sAHI<60) K% = )
(AHI=60) OSAS FifE Epworth FEHER R (ESS) P42, EidE 5 Fh, EEBEFEg
HE S A LR R .

G5 BATZ T 145 2 W] Epworth W8 B8 (ESS) 1w W0 A2 H o AR B i 5
Vg IESTR, J& SRl RSB E G &K .

PO-093
OSA EZREYHARE CPAP JATTIR MR KEXFAZR

BHEE
I 7K 2 53 2 BT A BR e

HE A B IR MR ) T B8 08 1IE R 18 (CPAP) JAYT BH ZEPEHERR FFIR 2712 (OSA) [ &5tk .
FIT DA 5 B 5 U b T AR R S0 I B AR N, DU S B B SR R NGB B . i OSA BE A
PiehsA GERAL. R AEhE])D &S CPAP MK MWPE 2 7h 5%,

ik BAVERRE-Z A S (MEQ) fERENLAELE] CPAP 15 5% hilfh T AWeh ki, Jfeg
BT 8 HKMEEE. PR (MEQ<41) . Hal# (41<MEQ<59) FIiERA (MEQ259) N
o RbRiE . BAVEHZEMIRAET, X1 ANHNMEH CPAP (A (RN ED B TEB, R
PEARE (IR MR WSWURGL) AT . N T PP IR RSB OLE], FRATIE ] BERR 5 220
]y FARANGE . FOASFI AR R R AT T A b

G KL 55 2 EA™HE OSA FIERE B (KERECH 32.547.4 kg/m2, 65% 4%, AHI
N 39.8+24.6 T/ o S5 44%IP)IE RIS RIS . 479 A (R INFR] B AT 8% A TR Y. &5
R BRI R BUAR L, RS T B 2 5 5 1R B R BRI B [A) fe 4. (7.3 /NEE vs 7.6 /NEFRI 7.9 /)
) o Hrplal A, 1R B A ] CPAP HIR RIS N 1 40 438 (p=0.001) . RRIEH)
A, XFhIERIEE T (B 32.8 708, p=0.011) . FHEFMFEE CnMERERS:N R . JBA
) HREAE R R ER R AER

ghie HHAM YRR, ERIEE CPAP YT IR MR N A IR R Lo XFhEE R AL
F BB . AR ISTI AT BE & CPAP YR YT AR M K — AN 37 I TR FE A o

PO-094
IDRB RS E R E BRI S FERESESE
BERR BTN A HHE

I PE B AR 225 — R e

H B RO 2678 St 23 B X6 5 P 28 1 e HIR PR U 1 45 25 A E AR 3% (Obstructive Sleep Apnea
Syndrome, OSAS) REER T & 1118 FHAME -

FiE 1HE 2021 4 12 F—2022 4 10 H THEEWCR ) 100 4l OSAS & NHHTEX R, BEHL T Axt
A EMEH, FHS 50 6, KA Z BRI A HEIR CEIRER>7 h) CREL KA
BhAS O R RS DU R BRI R PO A U S0, B s R 4L A8 2 ) R o

LR WA M IEH R-R [AIHFRHEZE (SDNND | £ 5 738 IEH R-R [RIFIEFRHEZ (SDANND |
FIABIEH R-R [EWIZ TR (Rmssd) « — I a] AR PN IEH O3 A I 22 4E6>50 ms [0l
B &R OHE E 2 (PNN50) « Eidiiig s (HF) EE& X, 2R BEF4%%E X
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(P<0.05) ;: WAL HILELIR (LF) BEMTXHEAH, 2R HEFGI %2 X
(P<0.05) . WA =M. Lol SEHEELEEASEmEEREE ST
SR, ZREASE L (P<0.05) . OSAS B HHERFE. SDNN. SDANN. RMSSD.
PNN50 5 AHI £ i fH2% (rs<0,P<0.05) , 5 LF £I1FA#% (rs>0,P<0.05) -

2 OFL RS OSAS BE T T EE UM, X i B 2 P AR I {5 25 A AiE A
AR T B B A RS IME

PO-095
S ESTXEEMERIFREFREESE
FRTTHURED Meta 4T

ZA

I PE R AR 2 R e

B B PP i e S8 X BE 2 R A PR R 45 4 B AIE B R T RO

J7i% K% PubMed. Embase. Web of science. Cochran Library. FRE&IR. 4Ed. T35 Kb [E
AR 5 SCHREHR B, WO A O FHL 28 A IR P R B £ % B A R B AL G RS, A R I PRIV R R 22
2022 4F 6 H. ™ 2 BTN BT 58 BOSCRR A I« 5 B DL B0 g0 A SCRR I & PP AR, R
Fi RevMan5.4 # {4 #1 Stata20.0 #2E G I E 512847 Meta 2347 -

GEEL BRI 6 55 RCT WF7T, 3t 615 4.

Meta 7 #7145 B 58, & K& J7 £ ¥ AHI(SMD=-2.36,95%Cl:-2.65 ~ -1.28,P<0.00001) .
Sa02(MD=7.38,95%CI:5.35~9.53,P<0.00001) . & ¥ FEIK #7456 [3] (MD=-4.23,95%CI:-4.85~ -
3.56,P<0.00001 ) . 4T &F ( RR=0.23,95%Cl:0.06 ~ 0.85,P=0.01 ) . [ K I fE
(RR=0.10,95%CI:0.01~0.68,P=0.03) K7 [a] &% (RR=0.19,95%CI:0.03~0.55,P=0.01) %7
TSR T R4, =R AR L.

SE T R TN BH ZE I R AR R B S SR B ERIT AR B, HH TN ST ER D, RR
PERCK, HAAPSOCHER, R E 20 7RIER

PO-096
Mechanism of SMND-309 against lung injury induced by
chronic intermittent hypoxia

Na Zhang,Wenijing Ren,Juan Li,Yan Yu
Department of Respiratory Medicine Affiliated Hospital of Binzhou Medical University Binzhou, 256603, Shandong
Province, China

Objective Obstructive sleep apnea—hypopnea syndrome (OSAHS) is a common sleep disorder
that causes severe physiological disturbance. Chronic Intermittent Hypoxia (CIH) is one of the
major features of OSAHS and is often used as a basic model for laboratory studies. Studies have
shown that in the process of CIH, lung tissue is in a state of intermittent hypoxia for a long time,
which will induce chronic inflammation of the lung, but the specific mechanism is still
unclear. Evidence showed that OSAHS is an important associated comorbidity that can affect the
survival of patients with pulmonary fibrosis. Until now, the potential mechanisms by which OSAHS
accelerates the progression of lung fibrosis remain unclear. By constructing a pathological model
of chronic intermittent hypoxia (CIH), the present study aimed to explore the pathological progress
and potential mechanism of lung injury caused by OSAHS. Meanwhile, SMND-309 was given for
treatment to evaluate its potential therapeutic role in CIH-induced lung injury.
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Methods The mice were randomly divided into (C57BL/6 wild-type) WT+(room air) RA, WT+CIH,
SMND-309+RA, and SMND-309+CIH groups. The WT+CIH and SMND-309+CIH groups were
exposed to CIH condition for 12 weeks, while the other groups were processed in normal oxygen
at the same time. The SMND-309+RA and SMND-309+CIH groups were intraperitoneally injected
with SMND-309 at the last week of the modeling period.The four groups of mice were treated for
12 weeks and then obtained materials for follow-up experiments. First, the pathological damage
was evaluated by H&E staining and transmission electron microscopy, and the lung tissue wet-to-
dry ratio and SDC-1 immunofluorescence staining were used to determine the permeability of lung
blood vessels. The levels of ROS in lung tissues were measured by DCFDA fluorescent probe
labeling. The changes of key inflammatory pathways were determined by Western Blot, and the
changes of corresponding inflammatory factors (TNF-a, IL-6) were detected. The levels of type |
macrophage inducing factors (TGF-B, IL-10, IL-4) were detected by ELISA kit, and the expression
of type | macrophages was detected by CD206 immunofluorescence staining. Masson staining was
used to observe the degree of pulmonary fibrosis, and Vimentin a-SMA E-cadherin
immunofluorescence staining was used to observe the epithelial-mesenchymal transition
(EMT) phenomenon of lung tissue.

Results CIH treatment increased the expression of pro-inflammatory factors (TNF-a and IL-6),
resulting in lung tissue structure disorder, inflammatory cell infiltration, increased pulmonary
capillary permeability, and pulmonary edema. The activation of the NF-kB signaling pathway played
a crucial rolein the process of inflammation. Noticeably, we observed M2 macrophage
accumulation in the lung after CIH exposure, which promoted epithelial-mesenchymal transition
and pulmonary tissue fibrosis. ELISA assays showed the increased expression of TGF-f, IL-10,
and IL-4 in the CIH group. SMND-309 inhibited pulmonary inflammation, reduced the accumulation
of M2 macrophage, alleviated collagen deposition and lung damage.

Conclusion CIH could induce chronic lung inflammation, promote the activation of M2
macrophages, trigger the occurrence of EMT, and accelerate the deposition of lung collagen,
eventually leading to lung tissue damage. This study presents a possible explanation by which
interstitial lung diseases, particularly idiopathic pulmonary fibrosis (IPF) with OSAHS, are usually
associated with fast progress and poor prognosis. SMND-309 showed a good protective effect on
ClIH-induced lung damage.

PO-097
BE 2 14 R AR PR IR o S R ATE S 1814 TIEIRE R R R A
8RB LR ST

FEREE 1. SREEACL. BPRE 20 BEREA L. fTE T 2. JEardgl
1 MBERERE, 4RI, 511436
2. WPIR s B R Rty M PR B O BE, TN ER KR S — ER AR, TR, 510120

B BHZEPERERR PR B 15 (OSA) FIBFAE & — PP WL BEHR R AS, FLARRAE 9 RERR I fe 55k A I
5 B AR B S, T gk R IR IIUE « S Bk R IR AP MR B8 . BEAE (W SR 0T L7
OSA FHRFIE 1) 8B EAE A B — L8 Pk R PR I8 s, 0 6 e . A8 PHZE PR il (COPD)
KR MEITEr 4t (APF) LA EY kR 4. RIS E AR EANIZ B AR R LR

A SCAUA T P REAS T B R BEALAL (MR) TR 78 OSA FHEFAE 518 1 R I T8 B T E R R R .

Tk T O A RERIRE GWAS W7t LU ASLEE PR FinnGen (185 )\ 5070 S 80, AR FUIS4F
ARG IS OSA FIEFAE I 535 A1 % A STt AL A7 S R BUN T HAS B . FRATE I BEN LN 30
T7ZIBLIVW) IEAEAPRFEA MR 38 £ Z 501751, LA MR-Egger [BIEEHT MR 22 35k 2
MEEHEMEYE (MR-PRESSO) #HT4h 78, &5 FAR4E RS 45 AL 34 LE (OR) Al 95% & 15 X [A]
(95%CD KiPAli. BRibz 4b, AHEFURIE S AT BUSEME TP MR 2045 RIGE N, B
4T Cochran Q MR SEHL 5 SR ERS Iy LA MR-PRESSO 1 MR-Egger 8] IF3 % SEEL 22 24 73 47
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g1 VW 25 5 BRI T OSAS FIRFAE 53715 COPD 1A I UK 2 35 AH <[4 OR 1.34,
95%Cl (1.11-1.62), P = 0.002; #1 OR 1.78, 95%CI (1.34-2.35), P = 0.00006 ], MR-PRESSO K
7 5 27 M9 518 OR 1.34, 95%Cl (1.12-1.60), P = 0.003; Fl OR 1.78, 95%CI (1.40-2.25), P
= 0.00003 ]. ZAMEA KIMKT OSA FIRFAE S HARIGPE T IFIGE R B A it 8 L REk. ]
B RIS TR TER IVW 238 OSA FHEENG DL K BFRE FBERG | 45 A1 il 2R G- AL 1) ¢ R AEE— 8
MR FME, %54 MR-PRESSO Fl MR-Egger [AI =4 ) 25 S T 38 ACHE R 2 20t 6 AT 25 SRR
e AR OSA FIBFIERAES COPD WKW BEAAIERI R OCHE, OSA FISHHE AT & 2 3 i
COPD R IRA . %45 BATHURIGIREE ST OSA B BLATE B & M AE & H, FExt Rk
OSA il COPD RIS K R L A ZH M A -

PO-098
BERR [B) & A [E i A B 77 &= PR M AR IR S M E o4
o405
KR E

HH PP Epworth BEIRE R (ESS). #itk. STOP F1 STOP-Bang [7] 355t AN 8] il N\ 5 2H PH € 1%
RENRIEI 15 (OSA) FRes (KA k.

ik KX G rss R 396 FIMEARMTIRE T, H I B rg o ie 4T B B s Wik 2 5
BEARIEIN (PSG) a7 thie, BEM D N=AFRAH (20-39 . 40-59 ¥, 260 %) . iIH
R )5 BURYE . B k. MERRIEFIRRZE T A (AUC).

558 OSA [P B ERIE SR (AHIN>5], AR STOP 1] 45 I BB FHARE 37 1 5 5 - 4 2L )
HREEER, fEh—HEE OSA T4l (AHI>15) 1, sk, STOP fil STOP-Bang 14 HIkE 1
TEARFE R A AR EESR

259 fIMA STOP M5 OSA it B R AR A M2 T, ESS MA57E OSA fifi 1 5L
HHE JE OSA i 2 A S AT AR 5 4E 8 AH O I UM R S 1 22 5

PO-099
T SIFE IR 36T RERRIE IR (G E S A T A FAERI A S M BTER
B M RO R R
I

B W FIER T TE B RFIRATL G 97 BEAR VIR B (B RS B AE (OSAS) A FFIE BN ik 48 14wy s i i 14
PR 2295538 (NATON) ) Il R YT 25 o

T KA BENLE T BB A INFRUER) 20 1) OSAS &3 NAION Hi 2y At HEZH.(10 ) F1 T 61
PRI HLZE(10 B). SFHRZHLE T H ik JE e BRI AN . FEG A% . &5 BEMImR S o MG )7, o BRI L4
W5 F 5 A 97 10 RT3 T JE QU IR ATLIE T, 2 Sl ¥R T RO ARG YT 30 d JG (1697 5), AR I 40T 2
HEFTIMIT AEFIBUREMS), HARTEAL 7. A MS XU i, v i 7 A 30 .

GEBL IRITRT,2 L ERE R T [ R 40 (4.25+0.25), TG BRI L 4H (4.28+0.27) K ML EF MS[X R 4
(15.24+1.05) JToBPIRALZH (15.57+1.09)]4H ] LA, 22 S 3 B 4 it 22 & L (P>0.05) . R77 5, LAl
W HLZH 3 A 71 [(4.92+0.23) 1AL ET MS[(16.74+1.20)]9 & = 141 VA7 1T (P<0.05), 75 B & = T
B ZHIATT JG AR 11(4.62+0.24) FLEF MS(15.48+1.15)2% R IA Giit 25 L (P<0.05). 497 )5, LA
W LZH B8 2 1A 350 (91.04%) B 5 i 106 HE 4H.(75.05%) , 41 1F) 22 5+ i 1 = L (P<0.05).
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iy 5 MU0 5 TE CIRPIRBLIAYT AT LA G242 OSAS A3 NAION ST, BLEF MS K Sl
T

PO-100
ETE B UK Z FAFEIRRNE COPD & HEERRFEY
HiEEEEREPHMA
5

I PEBR AR5 R B

H B BRI T3 B A RS VAL 19 22 5 67 47 SRS X AEAS 4 [BH ZE 14 55 3 (COPD ) A F e AR PP I 8 52 £
A IE(OSAS) 3 H 1 B F LR

vk iEE 2021 4F 1 A 1 H~2022 4 12 A 31 HTHFE A 64 51 COPD &3 OSAS & Nt
TG, BN XTI 2, AR 32 ], X HEZH SEfe s I B 700, WSR2 S 3 115
SRS VAl (1) 22 07 4 B X, LU T 1A e B FRAE BT A I ThRe[ 6 & KBS E(MVV),
5 IR AR G HFHE ) E 2 L (FEVLIFVC%) . filiih & (VC). i M8 (TLC)] M BEHR i &
R FH VG 2% R AR 5 & 45 20 R (PSQI)]-

R TG, WA RE T NS & T T FlET (P<0.05), B 84 & T Xt I8 41 (P<0.05); M %24
MVV. FEV1/FVC%. VC. TLC 1T X840 (P<0.05); M4 AR T-Fimt A PSQI ¥4 i T 21
(P<0.05).

g TG, WY ERE T NS & T T FlaT (P<0.05), B 824 & T Xt I8 41 (P<0.05); M %24
MVV. FEV1/FVC%. VC. TLC 1t T % 840 (P<0.05); M ELLLA[ETF-Fimta PSQI 4> T HE 4
(P<0.05).
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OSA BEAFFHERIFINEHR SpO2 HHZRT LA

P £E
RAELERRR S B B

HE A PR ZEVEBERRPFIRCE % (OSA) BEMESH, RITHAL T ZE I e 5 5 10E < F
(2255 JCBR AR, VA A [7) L 28 28 e R = A 2R BRI AU D 5

Tk IENE L FHEAUEN (PSG) 2Wiy OSA 1) 60 B8 AT BB 4T, SR IL s
FIT A P SR (PR S AR R 8 2 ) B ZE T PR B 452 20 (5972 AS) AMIRIE A4 (4110 4
WSRATE A M PSG Bifh FHOME S AR (esv) X, RJE1EH A ER Matlab
A FNFIG T o X 7 4 R R R PR A R 8 ] S 75 A i B R AT T ) PRV 4 DU R, B 4
i) SpO2 KM (e-minSpO2) . SpO2 F iR (ASpO2) . SpO2 K B [ul F #F 4 it 1]
(DSp02) . Sp0O2 T &fF4LENA] (d.DSpO2) . SpO2 [alFHF4EN Al (r.DSPO2) . Sp02<90%
FREEmTE] (T90) . FFHF SpO2<90% FF4ERf[H] (d.T90) . [FIF+if SpO2<90%FF4Lt [A] (r.T90) .
Sp02<90%Hi £ T (ST90) . FREI; SpO2<90% ik R (d.ST90) . [T+ SpO2<90%
HiZE RIAR (r.ST90) . S E#ZE (ODR) . HE#EZE (ORR) It 13 MIEASHE .

GR FORASHE R, MR, $E OSA B, HIF OSA BFHFEMFHE T H,; Rl 4 5%
RARPIR TS OSA B IR A Hp 2 v 18] S A e BRI 22 e R SiihF = L (P<0.05) , H
WP A R S I ] DL A 5 AR A e R 5 KR - IR S R B O AR PR A4 B2t ] DA K =2 5 1
AWBEILEC S, SCESAMEL, PHERFRE AR e-minSpO2 EE[FK, ASpO2. d.DSpO2.
r.DSpO2. ODR. ORR. T90. d.T90. r.T90. ST90. d.ST90. r.ST90 & &N (P<0.05) .
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G I PR E R, B RS EORY], IR IRIER T A BCE S, A SEE
AN PRIEAE OSA P IRLIET, ASROHHLSE BB 05 S IIE IS0, B 28RNy
BT A LGS K

PO-102
PHZE 4 BEIRIF IR E FE SRR A HER L E IR
febe B RS

R, BER, H/NR
PR R 5 —BR B

B 2 PH 2k B AR PR 5 £ S A B RN A AR DR, o HE R 3R, AR A1 B
16 PR N ) s o

TIE R AMEM R A, B IBOL V5 4 KSR T 5 = P AR BE e 12 1 60 571 B Z8 1 B HIR IR 8 B 452 2%
FAEREAE N TR B, R 2 3 HEEIRAC % 00 AT 22 5 M IR A I , R Y 525 R R DRV A R
(MoCA) & INHTREREAT P 25 1F 70 <26 20 MDA B H AT INRIBESG . KA Logistic % A3k
YRR R A H a2

SRR 22T, 60 {5l H ZE PR AR 27 45 S5 B AL R DA R IR i A2 28 0 58.33%; 2 IR 70T o,

BJH 20 5 REFIX 30 min JZ UL B iR BB RIE E)) . AR BEARIN (8] 6 h A& DA_b L KRR FERIHR 2
WEIBERG A (IR IP R 3R (P>0.05); F#e) 60 %, WS, Tl st fApiEHa% . SCAGRREE . JEAl
PRI L P T 120 e AR R R RS (R A ST fE 55 [K] 3R (P<0.05) .

S50 PHIEVEMEIR MR 5 45 A A BB B G A E R A T K1, 7 BEARE S8 T DU 2 B xd
VET T, DARRA MBS AR, e B As
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AR EAR 253 EERR AT IR 1 SN RO FT W =

ERPH. 5KRE . ET. 5KOR
FEEPR KT IR R

B H) MR 2 5 A W LRI i 2 —, HETZ2 LA CPAP JRJT N, #8705 S B IR 25
YifyT . T EENRAS BN, FEOR B MENRARE, FHIORIEME, fEH SN EE NS AR, I
SIRZRNIFRAE . KT HENR PR BE IR T 5, H AT R R S, Bk, & &
B BUFMREIRGYIRGYT, DUILE S m I I IR AR, B 3 AR AT B . i Rt AL
WKLY AP LR S, SEI0 IR {52 I 18] DL BUIRSUNUAE , AT RE N S B AR P IR 7 42, ik
AHERE . MEERIVF 20 TR DL, 2 PR T AR IR 2590 R T A I MR 2 452 )™ B R BE
H TR MEIR S K, 0 T MM IR 27 152 B R 2 2 421 o

TR AR SO M AR 24 0T B NP WS 2 1 AR S R M (R L s Al — 2538, R AR BE FU A5 HE R 45 2R
e G5 A% GE 25 R 7R 245 ) 0 W MR W 54 S0 S B R AR RS ORI SR 25 W 1) 2 4 fik P VL

GR DA BRI TUR I, 2 Tl s (IR 25 0 0f BEL 28 1k R P A 457 (O'S A) A ) 2 BER I N AN e 38
PR BT S AEE AR 2 CAHD RISk M A RIS L 398 0 S W B 8 B ARG MRV AR 10T DA B A i
CPAP 57T FI MM, 0of AR 1k BRI FP IR BT 45 (CS A) SN T2 R BN FEAR AHI AP~ K REERRVE R 201,
DA MR AR A R A5 4, Xt A R vl PR B MR P R £ 1) AR DR, E CPAP AT N RN 45 150
I HEMEIR 2GR AN 2 A1

W FZ T AR SR R EE IR 250 OSA B3 1) AHISZIRAK, — @R AT Bl
HMEIRR L HAS G B VE A, IR - B E IR 250, OSA B 22 A (R4 R S5
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R R R OSA B, MA@, HXITHEZ OSA Bd, eyt ik
HATET, MHARIREE. OSA 5 RIRMSCHLMER 58 I HIEH 2RI, #ILfE OSA K
WUy T A )k PR Y, S 1) i A R IR AT PR AN AR RE I 30 OSA, RIIEAEANER AL OSA 1
DL Y 245 4G R AT B 1 F8 A AR B B S RIS R I s o bl T AR IR 245 920 (1 X A 311
MR, T CSA FFAK W R, VA KRR ZEAYIN CSA %4, thinmeitiH
Xt ICSA IIRIIAT A i, EHARRAIFE B 2 S U6 I B ISR 251 0d T U PR 7 452 (R L 115 22 4
LA

PO-104
The Clinical and Hemodynamic Characteristics of
Pulmonary Hypertension in Patients with OSA-COPD
Overlap Syndrome

Bingzhu Hu,Cheng Jiang,Fa Jiu Li,Cheng Hong Li
BT B /N B B

Objective We aimed to assess the clinical and hemodynamic characteristics of pulmonary
hypertension in patients with OSA-COPD overlap syndrome(OS).

Methods A total of 116 patients with OS,COPD or OSA who underwent right heart catheterization
(RHC) for suspected pulmonary hypertension(PH) were enrolled the study. The clinical and
hemodynamic characteristics of the patients were analyzed retrospectively

Results Among the three groups[OS Group(n=26), COPD Group(n=36), and OSA Group
(n=54)],the prevalence of PH were higher in OS (n=17, 65.4%) than OSA (n=26,48.1%) and
COPD (n=20,55.6%) group. Among three groups with PH, The CVP and RAP were higher in OS
than OSA group(P<0.05). Patients in OS and COPD group had higher PAWP than those in OSA
group (14.88+4.79, 13.45+3.68 vs. 11.00+3.51, respectively, P<0.05). OS patients with PH had
higher REI, SpO2<90%time(min), ODI, lower MinSpO2, MSpO2 than OS without PH. After
adjusting for potential covariates, we found that MinSpO2 (OR 0.937, 95% CI 0.882-0.994,
P=0.032), MSpO2 (OR 0.805, 95% CI 0. 682-0.949, P=0.010), SpO2<90% time(min) (OR 1.422,
95% CI 1.137-1.780, P=0.002), FEV1% pred (OR 0.977, 95% CI 0.962-0.993, P =0.005) were
related to the development of PH.

Conclusion The patients with OSA-COPD overlap syndrome showed higher prevalence of PH,
higher PAWP, CVP and RAP. Worse nocturnal hypoxemia was found in patients of OS with PH.

PO-105

MIEIES MY CPAP BHEX OSAHS BE AT IR MRS M

ik

PG SR EEBE Ll pe B2 22 bR )

B 16 J9rh B OSAHS B 11— 2&I697 )71, CPAP JGI7 X TN B W e RARAE . I8 b4 &
ZARGHRIERIRE . B8 HIEEIR A TS R R EEER, (ERMEA B o] = E 520 CPAP (1)
T ROR B2 S 8GRl el R . AT B IR S R 5 N R -WIGRTRIT B - KB -1R T
BETIYE RN, RN HEAR. FIMGE. T2ERHEREEVIM. RIhELRZRY
o5 2 o S VR PR N T-8252 CPAP ¥R 97 BB IR M52

FIE X 2021 4F 6 H % 2022 4F 7 A {ER B 5 fE EE 5 BT S I = #2572 PSG W5 &
S WibrER) 80 B (B 50 &tk 30 4, PR 52+0.32 &) KRN 4K 7725
LI 40 1 (B 26 B Lotk 14 5], “PI4ERS 51+0.79 %) FIXTHEZE 40 1) (B4 24 1 & 16
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i, PR 5240.98) , BT NALEF N E IR¥ESZ CPAP 69T . XRRALEIRITHT. RIT)E 1.

3 MR ST 4T OSA K& CPAP JRITHEHIREE , 1697 WIIE A & W 1%
B U7 1) 77 SRR BRI A S . SEEG A AR YR YT R A O TR 4R 500 O B R KR T OSA
M CPAP IGITHHRAIREE s 16975 L AT T 2B i, HEE L KEXT CPAP 16T H#:AE
(P EIRFLRE UL SR YT BRI AORE (AR A0 B s 1 AN H G I80E A eI &5 % 5 B AT wahvb
PLH & SEER A5 AZ i i 7 S Bh B WL B ya iy S A 7= 3 N AL 6 MNATTSEEV &
CPAP 577 MK M . 167 IR 257 6 L6097 71 FRAx AHLL IR 25 CPAP JRIT4L
P, AR 175 B R s g DARE VR Y7 RO S 8718 B IR AR NS s A B K B G
B, BERTRZIRIT ARG, SEEELR TN . TS 6 AN H i ) 45 R0 W 257 & o o) e e 2 i 3
M2 IR M. CPAP YAIT Iii& %

g B EEER. M. BMIL S, SCHREEE . RESLPIRE T LS e E R (P>
0.05) . MBRHELRER, SCHRNEAKMNES TXIRAE, HEEFTESHEE L (5.623.4 /)
/B VS 5.346.8 /Ni/HE; P>0.05) 5 MZ-F &3 EoR, LA R M & T XA, 2=
SAE G L (5.342.6 N/ VS 4.7+3.9 /N, P<0.05) ; 6 I CPAP JAI7 i ¥4 5 52
I S5XF A 2= RE BE G i E e L (1/40, 0.25%; 4/40, 10%, P<<0.01) .

G ML RELEE CPAP YR 7 & BB T LA Ry OSA BE R T (6 M) KM FHIKIE
TR, B2 TAEG S PR A 0] DI R T CPAP YT AR, WA T IERERI R A, NIt EA
B (A R R 52 e

PO-106
M EASAE LR EHERTR S E8E RENERIFEY

RE NI
REBERR BB

B FR0T P ZEPEREAR PR S (OSA) BF PR A G B 5 BR T = e R, b IKE T =
RE T E N IR B AR £

J7vE L 80 (kAT 2 FHEIR IS (PSG) M fae MARPURIRZhEIR (NREM) 1) PSG id3%,
PR AN I A A DS SEBE T AR T 10s [-FHak%E (PR)  fflk PR FISEEESE R fE 10s W e
PR, [A 4o BEAEECS kR m e 8 (PRRD LK APR1 (i PR-&f& PR) il APR2 (¢
PR-F3) PR) 43 5| S IEIG A ezt (] . MR RFEEAT H] . Bk A (SpO2) K M1 & Al
ik SpO2 A FEME. K H A 53 5] f 2 &1k NREM I 10 NAEE 5 FE ) AR A 10 MR SRR A 3
f (#% SpO2 T REMRFEATILED , MU EZ&IbRTE APR. 1A, 1EHL 50 ] 38 R D kT
{54 MR W (PMD , FE20 NAREE OSA 4l (n=22) FIEE OSA 4 (n=28) , 435K FEK
HFE APR23 k. 26 k. 29 k. 212 RFERNWERM SRR EY, ¥ APR AT F 3000 H 5 2
PM HREIR A% (RED o, HECHRIEIIA PR & AT R REI 54:4n4E PSG 15 i e 25
(EARESTEE (AHD Z A8 — i

ZEE ¥ OSA H#E APR1[(1327)%/min]. APR2[(11+£6)/%/min]¥) &3 = T4E. . J1F OSA &
F; e HS A PRRIYE ZE IEMASE (r 40504 0.968. 0.886. 0.773. 0.687, P<<0.05) ; i
BE4h R f5 10s P IR E PR[(77+12) K /min] & 3% & T 38 BE A7 10s 19 ik PR[(65%10) X /min,
t=113.236, P<<0.05]F1°F¥ PR[(67+11)¢X/min, t=103.022, P<0.05]; APR1. APR2 5 SpO2 T~
BmEE A OC (r=0.490. 0.469, P<<0.05) ; % SpO2 TRFMRAEVLHALSS, FF 5t B i i FaF £
1EATfE APR[(9+6) ¢k /min] & 2 & T A fF 5t BE 1 I S 14 [(645) X /min, t=7.721, P<<0.05]. JFHE
OSA 417 REI+PRRI3 I REI+PRRI6 5 AHIPSG L% (P {25~ 0.055. 0.442) , H
REI+PRRI6 5 AHIPSG A RIFH—8E CPFIZE(EN 0.7 IR/h[95%CI, 8.3-7.0]) . HFE OSA 4l
B PM AN ERR S AHIPSG ¥ E BE % (P<0.05) , H—#MRE.
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25 OSA BEMFIRHEMAAHICHEE S PR FhE Mo Aloe, WA E R0 S5 PR s8R Tt &,
PR F el e AL — B ARhr &Y, JoHREIEEE OSA B, PR FHE26 X B ERE
PM 5 PSG K2 Wr— 2.

PO-107

OSA &FilFREREE L IR M SE 4B KBRS

ZEE. BN, BB
TN R R 28 — B Be

H ¥ L% OSA (obstructive sleep apnea) & FF4IARTE & 1 E TEAFIH RS FLIR A N
1A% A7 (Event Related Potentials, ERP) #7, 1T OSA & F-HIHLIE 4 L AR £ B A
HEHLE], VRIT OSA B3 HIHIARIE 28 He LR 1Ak 4

JriE AR PR (Self-Rating Depression Scale, SDS) it OSA & IF-44itE 2 4081 OSA
ANEIMAE A, ZORWAPR D ATEIESE e Ftk 3 P 4 LRI EE AL 2 005 ST =
HIEPATS, FEo iR PATAE S I I A S 5 R f s, LR e IEPE. e, vtk 3 i
SE T FLIR A (047 R 5 K 1 N170 F1 P300 JRIEFIVER B 25, 00 SRR, AEnE
*, PSG SHHIM KM,

GER AL A SARAR S AR . BMI, ZEEFERTLEEZER (P >0.05) ; B HEIRE
il (P=0.039) . ESS iF4 (P=0.006) . MMSE(P<0.001)l MOCA ¥4>(P=0.043) -5 1 . % 7
AR 26 415 AR AR AR 2o 4100 2520 46 T LR 1) A s o IE A R AN s B TG 8 3% 22 5% (P > 0.05)
{H DIFFRT (IEM:57 R MIAK2E) G255 (P=0.04) ; AR 2 HAE s & LR B2 4
FLIH ) NL70 3R A2 5 3 v T AR AR TS 42 4 (P<0.05) , IRIBLEZEZES (p>0.05) ; ARG
2 5 AR HNAR S 25 4 AE %SG T ALIR B A P300 BiE BRI LR #EHER (P > 0.05) .
Person FHEMHE M 7R, SDS W5 SWS%. BRI EUR ESS W/ AH5¢; PO7 Mk N170
VBRI 5 IE MRS 25 10 S S 52 IEAHSE (P=0.033) , PO8 Hitlz N170 fi ik 1 545 v e AR He 471 52
fiAlS% (P=0.030) .

258 X4l OSA 21, OSA & IF-HHRIE & 40t IEER 2R B ThRERIIRES G Stk 3, F i i
) s HAEZGmILIRA B NL70 EARIAE K 83 MR A B AL 3 80U B (8]0 BE 51 T FL IR 1
N170 EARIIRIE K A fE L OSA HE AR & Ve L] .
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