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[ABSTRACT] Ain To observe the change of serum Apelin PON1 and m alondialdehyde (MDA) m arteriosclerosis
with type Il diabetes patients
patients w ith type Il diabetes fran Jun 2008 to Jun  201Q

A therosclerosis A pelin
M ethod Carotid artery and low er extram ity artery ultrason ic dopplerwere perfomed on
40 non-atherosclerosis cases were divided into non-athero-
sclerosis group while 160 cases w ith atherosclerosis were divided into atherosclerosis group  They were further divided
nto four groups according to their grade of atherosclerosis 42 cases of grade 1v, 39 of grade 41 of grade @ and 38
of grade @) 40 health cases during the san e period were chosen as control group  The level of senm Apelin PON1 and
MDA in each group were canpared Result G rade I group had no obvious change w ith control group in serum A pelin

PON1 and MDA (P> 0.05); Apelin and PON1 in gade (B grade and grade @ group were significantly lower than
those m control group and MDA was higher than control group (P < 0.01); Apelny PON1 and MDA i gade grade
@ and grade @ group had significant difference (P < 0. 05). Conclusion The decrease of Apelin and PON1 is the

waming factor of atherosclerosis m type 2 diabetes patients
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Table 1 The serun Apelin PON1 and MDA of different groups(x ts)

. - B kAL 2
o w WAL B L
2% 3% 445
Apelin( ng/L) 445.4%13.3  426.2*14.0  407.2%15.1  375.5£13.6" 357.6 124.2" 343. 6 *14. 2™
PON1( kU /L) 168.2 £8. 4 167.9 £8. 1 167.5 7.7  143.316.8"  121.4 £7.2* 95. 6 *6. 4"
MDA ( Mmol/L) 3.0%0.3 3.0%0.3 3.1%0.2 3.9 10.1° 4.5 F0.2 5.0 +0.3"

a P<0.05 bAP<0.0, SXTRALLE: chH P<0.035 22k dAP<0.055 3%LLE.
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Table 2 The logistic regression analysis for arteriosclerosis risk factors

REFENEY] (K 2).
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& ¥ B SE X P{E OR {8 9% C1

e 0. 008 0.001 93. 024 0.032 1.005 1.003~ 1. 006
BM 1 0. 030 0.008 10. 438 0.010 1.030 1.012~ 1.051
HbAlc 0.117 0.015 57.348 0. 006 1.124 1.084~ 1.162
Apelin 0.128 0. 005 64.753 0. 001 1.126 1.122~ 1.175
PON 1 0.217 0.083 6.575 0.001 1.243 1.054~ 1.476
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