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Serum PCSK9 and LDL-C level changes in OSAHS and the prediction for OSAHS
combined with cerebral infarction

Gong Yanmei',Shen Xiangho?

(‘Department of Neurology,Ningbo NO.7 Hospital ,Ningbo 315200;?Department of Cardiology,Beilun People’s
Hospital ,Ningbo 315800, China)

[Abstract] Objective:To investigate serum PCSK9 and LDL-C level changes in obstructive sleep apnea-hypopnea syndrome
(OSAHS),and assess the prediction for OSAHS combined with cerebral infarction. Methods;87 patients were admitted to this trial in
our hospital ,and they were divided into three groups; OSAHS combined with cerebral infarction group (group A),isolated OSAHS group
(group B) and control group (group C). Serum PCSK9 concentration was measured by ELISA and LDL-C level were measured by
automatic biochemical analyzer,and then they were applied SNK test to perform statistical analysis. Polysomnography (PSG) results of
group A and group B were also compared. Furthermore, correlational analyses were conducted between the two factors and PSG results in
OSAHS associate with cerebral infarction and isolated OSAHS patients respectively. Results; (DSerum PCSK9 and LDL-C levels were
higher in group A than those in group B and group C (P < 0.05). @PSG results showed that patients in group A were more severe than
that in group B (P < 0.05). @Serum PCSK9 and LDL-C levels in OSAHS associate with cerebral infarction and isolated OSAHS patients
were correlated positively with apnea hypopnea index (AHI),percentage of sleep time during apnea-hypopnea and percentage of sleep
time below 90% oxygen saturation (Sa0, < 90%) respectively (P < 0.05),and those were correlated negatively with the lowest Sa0, and
the average lowest Sa0, respectively (P < 0.05). Conclusion: The increasing amplitude of serum PCSK9 and LDL-C levels is interrelated
with the degree of OSAHS, and can be seem as clinical predictors of OSAHS combined with cerebral infarction.
[Key words] obstructive sleep apnea-hypopnea syndrome;cerebral infarction;low density lipoprotein cholesterol;proprotein convertase
subtilisin/kexin type 9
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2.1 OSAHS & JFMase se20 3 shM OSAHS 20 & 4
AR 20 £ 7 PCSK9 & LDL-C K-

M FE 1 AT LLE 1, OSAHS A I i 78 41 | 3
4fi Pk OSAHS #H 1M 74 PCSK9 & LDL-C 7K - #% g
FRERAG 20344 B 42 5 (P < 0.05) , 1 OSAHS &
JF- AR A B 40 %5 B afi M OSAHS 2H A B i T &5 (P
< 0.05),

F1 =4HHEEFEME PCSK9 K LDL-C KFELLE
Table 1 Comparisons of serum PCSK9 and LDL-C levels

in three groups (x £5s)
205 HI%L PCSK9(ng/mL) LDL-C(mmol/L)
A 27 3783 £ 54.1* 5.17 £ 0.82**
B 30 269.2 + 37.9¢ 3.85 +0.92¢
C 30 104.3 + 49.6 2.59 £ 0.76

5 CH#, P <0.05;5 B4 ILE,*P < 0.05,

2.2 OSAHS & Jf fsi 42 740 5 3 4b b OSAHS 40 i
AR oo 15 ) 45 AR

M 2 AT LA Y, OSAHS & H- IR FELH 5 4 1Y
AHI,Sa0,<90% 7 S\ HERR s [A] 75 43 L | HEERIR I e
Fep A a] 5 SRR AT ) 4 He AR Bt OSAHS 4
BHETHE (P < 0.05), 51K Sa0, M I HRAK Sa0, B
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4l OSAHS 4B H FEIK (P < 0.05), % H] OSAHS &
FEMAEFE 85 049 17 R SR B A BR Al OSAHS
HEBH T,

2.3 OSAHS 45 laA st 40 % 3 sh OSAHS 28 fu i
PCSK9.LDL-C 15 B AR =28 U5 0] 38 A% 64 A48 & M A7

MR 3 ATLUE H, A B 1L PCSK9 \LDL-C
K4 53] A5 JEL R I P I 4G A< 5 4 (AHITD) | i
IR T 0 ot Ak =24 o R RIS 1) 5 3 LY | Sa0,<909% i
(] b A R AR R[] 7 43 e A2 IEAH G (P < 0.05,) 5 S5
15 Sa0, S P AR Sa0, E A (P < 0.05),
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Table 2 Comparisons of sleep apnea monitoring indicators in OSAHS combined with cerebral infarction group and isolat-

ed OSAHS group

(x£s)

a4 gl AHI(K/h) Sa0,<90% FH 4t (%) PP EERG e F ST R E 2 (%) 55K Sa05(%) “F¥#Ak Sa0,(%)
OSAHS S IFHNfFEA 61.6 + 12.5 52.1 + 11.1 444 £ 12.5 64.5+7.5 75.1 4.5
Mgk OSAHS 24 42.4 + 13.1 31.9 £ 10.3 29.2 £ 11.9 77.9 £10.2 81.3 +5.2
PAH <0.05 <0.05 <0.05 <0.05 <0.05

#& 3 OSAHS &FFNfEE4H 5 B4t OSAHS A 1M7E PCSK9.LDL-C 5 REHR FEIR N5 IS #RATHE £ 1447

Table 3 Correlation analysis on serum PCSK9/LDL-C and sleep apnea monitoring indicators in OSAHS combined with

cerebral infarction group and isolated OSAHS group

(r)

215 PCSK9 AHI Sa0,<90% A 4yt PRI RRTE A Bl Sa0, PR Sa0,
OSAHS & FIRHHATA
PCSK9 - 0.647" 0.779* 0.681* -0.714* -0.681"
LDL-C 0.783**  0.565" 0.692* 0.606* -0.577" -0.576"
Hglitk OSAHS 4H
PCSK9 - 0.633" 0.761* 0.677* -0.706* -0.691°
LDL-C 0.729**  0.572* 0.704* 0.619* -0.565" -0.528"

K F] Pearson AHCHEZMHT, *P < 0.05,**P < 0.01,
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C FERI, S50 LDL-C /KB B4 sh¥ SE8iiiE
S, PCSKO FE R 1 /N B SE. LDL-C 7K 2 d 3
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