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[ ABSTRACT ] Aim To observe and evaluate the effect of intermittent hypoxia (IH) on plasma lipoprotein-associat-
ed phospholipase A, (Lp-PLA, ), interleukin-6 (IL-6) and vascular cell adhesion molecule-1 (VCAM-1) by the rabbit
model of chronic intermittent hypoxia and the atherosclerosis formation. ~Methods Using randomized controlled study,
prospective animal, variance analysis and so on. 36 New Zealand White rabbits (4 months old) were divided into two
groups randomly.  According to intermittent hypoxia time at 4, 8, 12 weeks, intermittent hypoxic group and control group
were divided into 3 groups separately.  There were 3 groups in the control group (Cl, C2, C3) and the intermittent hy-
poxia group (IH1, TH2, TH3). There were 6 rabbits in each groups.  Intermittent hypoxia group were placed in hypoxic
chamber to treat by intermittent hypoxia for 8 hours per day. ~ Weighting is at the fourth week, eighth week and twelfth
week separately.  The content of Lp-PLA,, 1L-6 and VCAM-1 was tested by ELISA method. At the same time, the ab-
dominal aorta was stained by HE staining to observe the formation of atherosclerosis. Results (1) The plasma levels of

Lp-PLA,, TL-6 and VCAM-1 increased as time among TH1, TH2, TH3 and all control groups(P <0.05), which was the
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most obvious at 12th week.
VCAM-1 had no difference in control groups.
lation with each other (P <0.05).
VCAM-1(P <0.001).
mittent hypoxia intervention.
tent hypoxia and had a correlation.

lial injury and participate the formation of atherosclerosis.

FH ZEVERRIRIFI T 1525 B 1IE (obstructive sleep ap-
nea syndrome , OSAS ) J&=—FP &Ik K451 , A — e e
FERIY 4> BB, [ Ah i HE s 8 AR 5 1 oy
4% At 2% HETHFFEIESS OSAS 20 FE
ML RS R PR L S A R P 22
REBOAN OSAS T 200 ik 145 B 1Y 2 A 2 1l T
OSAS R e SR 3 0 I e S 1 4, RIS 1 )
BHEARAECS . R A R P M AR SR
S I (NF-KB A1) 28 11 38 % ) ffi 75 v P 4
FARZANMIAN T I LA ek, ]I R R 723k
WHEsR PR RS A A N TTTHG ST M4 PN K2 1Y)
ROREFNP A ARV E I, B4 N R A D RE L |
IR R RS IS 2 R BB K A
fE(As) . BEEHAEBEREREE A, (lipoprotein-associat-
ed phospholipase A,, Lp-PLA, ) J2—Fu# i) 2 Mibp ik
T LRSSy 1k 5 [ F it 24t M B A B e v 17 P
— TR A O G I ) — 2 S DR T
FEI L Lp-PLA, RE/K AU (LA B R B R LA L
YIBENRIY sn-2 SHAE G N BENRTEAE R S AL AT A i
IR, 5 AT 25 As IR AR 3k Bz 40 2
RENZE R0 | S A (EAAZ AL | 1 W 200 i A
RIANAEEE) SRAE ST X1~ WA I | 15 Wik 200 A i i
FIEBGEIR AT IRIEAE NI JE IR B O, AT
FHAs RSB R ES  RATRT AR O &
JESEZ A BRI 4R (intermittent hypoxia , IH ) FIMES 7T
it i Lp-PLA, FabsfEik As AL ™) EXF R AE A
T 25 Lp-PLA, BIE R, ASGET N OSAS B
PG 22 AR R | U7 8] B SECIR S TR AN [ ]
HPE 22 B MR Y Lp-PLA, RAE R T 40/
% 6(interleukin-6,11.-6 ) A4S 41 L &5 6431 1 (vascu-
lar endothelial adhesion molecule-1, VCAM-1) ik 7K
FFCAR A, LR OSAS 380 As B 5 LA L
Bl

1 #MEFAaE

1.1 LEsh¥ koA
36 RiEFEHFWEAFARE R A, & MIF

(2) At the 4th week, 8th week and 12th week, the plasma levels of Lp-PLA,, TL-6 and
(3) The plasma levels of Lp-PLA, , IL-6 and VCAM-1 had a positive corre-
The correlation coefficient was 0.75, 0.55 and 0. 76 among Lp-PLA,, IL-6 and
(4) The formation of atherosclerosis in aortic tissue can be observed by HE staining after inter-
Conclusion The plasma levels of Lp-PLA,, IL-6 and VCAM-1 was increased by intermit-

IH may mediate the aggregation of inflammatory cytokines to lead to vascular endothe-
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Table 1. Comparison of Lp-PLA,, IL-6 and VCAM-1 content in each group and at different time point(x +s)

B pagieEil (] B P A1 AR L
ez
4 J 8 J& 12 J% 4 8 J# 12 J4
Lp-PLA, (pg/L) 11.12+1.59  13.90+3.14  12.00 £2.04 14.10 £0.47*  15.90 +1.12*  23.93 +1.70®
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Figure 1. The pathological sections of the abdominal aorta in each group by HE staining ( x 100)
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