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[ E] B KA oBmELLFTAH 1 (POND) EESE B 0L E G (HbAlc) K F & EIK 3 kH T~
ETREMEZ, FiE ANECAFRABENSECHEEE 133 0 RB TR IREHLE RS AT SIHBLA 101 4] B
FELE 32 4], S R 4 B4R 3B HbAlc R-F o 4 Z A~ 240, HbAlc <6.5% %8 31 %1 .6.5% <HbAlc <9% %1 41 41,
HbAL1c=9% 4829 4], 4Rk %M & PONL & K3 Bk% T 45 R KA Gensini #22, H4x &40 PON1 &M A
Gensini 724, 547 PON1 &4 5 HbAlc K-FE AR S Bm BARE A AR, R ©F PONl FREZL KA
(2.17 £0. 18) 422 FB4H(2.49 £0.19) A B AKX (P <0.01) ; & 9% = A T 48 14 Fb 45 HbAlc =9% 2845 HbAlc <
6.5% %8 PON1 49 2 F % (P <0.01) B ZRFAIEF Gensini o ZH I35 (P <0.01) ,HbAlc=9% 4855 6. 5%
<HbAlc <9% %1 PONI1 7EMA BT F (P <0.05) @ IR F Ak ik & Gensini R H & (P <0.05), AEIH LW, fo
7 PONI &Mt 4185 HbAlc KF EFHAME(r=-0.534,P<0.01) ,5 BK ) #kik % Gensini MYy EHAE (r=
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Correlative Relationship Between Serum Paraoxonase-1 Activity and Glycosylated
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[ ABSTRACT] Aim  To study the relationship between serum paraoxonase-1( PON1) activity and glycosylated hemo-
globin (HbAlc), coronary artery lesions in patients with coronary heart disease. Methods A total of 133 patients
with suspected diagnosis of coronary artery disease, according to the coronary angiography results, were divided into coro-
nary heart disease group(n =101) and control group (n=32). According to HbAlc levels, 101 cases of coronary heart
disease were divided into three sub-groups: group A 31 cases (HbAlc <6.5% ), group B 41 cases (6.5% <HbAlc <
9% ), group C 29 cases (HbAlc=9% ). Serum PONI activity was measured spectrophotometrically, and coronary le-
sions were detected by Gensini integral result. ~ PONI activity and Gensini integral among groups were compared, relation-
ship between PON1 activity and HbAlc level, coronary lesions degree was analysed. Results Serum PONI activity in
the coronary heart disease group (2.17 +0.18) was significantly lower than that in control group (2.49 +0.19,P <
0.01) ; PONI activity in group C declined obviously (P <0.01) and coronary stenosis Gensini integral increased (P <
0.01) compared with group A, in group C PONI activity had fallen (P <0.05) and coronary stenosis Gensini integral in-
creased (P <0.05) compared with group B.  The correlation analysis showed that the serum PON1 activity was negatively
related to HbAlc levels (r= —-0.534,P <0.01), and negatively related to Gensini integral (r= —0.742,P <0.01).
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Conclusion Serum PONI1 activity significantly reduced in the patients with coronary heart disease and was closely related

to HbAlc levels rising and coronary artery lesions.
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HEZH, LDLC ZKSPARFXF B2, {H 2% 55 35 06 I 3 1
TR HbATe ZKFB B & X RRZ (P <0. 01536
1) I8 0 9 = AN S 2 [) 47 % | P 1)L 44 5T 45 4K
(BMI) IMAGTE e bR oo M (£ 2 &k 3),

F1. BlRASHRAR —MEBRILE
Table 1. Baseline data in the CHD group and control group

e SHEH (n=32) FELHA(n=101)
AEIR (%) 59 +10 62 +8
B2 (Hil) 17/15 55/46

WA (48] 11(34.4% ) 39(38.6% )
BMI(kg/m?) 23.0+£3.8 23.0 +4.1
FPG( mmol/L) 4.7+1.6 5.8+2.1
TC( mmol/L) 3.9+1.3 4.0+1.1
TG ( mmol/L) 1.421.0 1.7+1.2
HDLC ( mmol/L) 1.08 £0.22 0.99 +0.24
LDLC ( mmol/L) 2.29 +0.56 2.48 +0. 86
HbAlc 5.6% +0.6% 7.4% £1.7%"

a iy P<0.01, 5% B LR,

F2. BRETE—RERELE
Table 2. Baseline data in each sub-group of the coronary

heart disease

5 B HbAlc 6.5% <HbAlc¢ HbAlc
<6.5% 4 <9% 41 =9% 4
W (%) 62 +7 63 £10 61 £7
B/ (Hi) 19/12 21/20 15/14
WA (5] 13(41.9%) 16(39.0% ) 10(34.5%)
BMI(kg/m?) 22.0 4.7 23.0+3.7 24.0+4.3
FPG ( mmol/L) 4.6 0.6 5.11.4 8.1£2.3%
TC( mmol/L) 4.0+1.2 3.9+1.1 4.6+1.1
TG( mmol/L) 1.3£1.0 1.8+1.2 1.9+1.1
HDLC(mmol/L)  1.04+0.24  0.99 +0.28 0.92 £0. 15
LDLC(mmol/L)  2.36+0.77  2.30=0.88 2.75 +0. 86
HbAlc 6.0% £0.4% 6.9% =0.3%* 9.8% +0.8%"

ah P<0.05,b5 P<0.01,5 HbAlc <6.5% 4 L4 ;¢ 1 P <0.05,
56.5% <HbAlc <9% % [LEL

2.2 XPEBEEE 1 iR Gensini R4

e U 4L 1ML T PONL i ¥ (1gPON1 4 2. 17
0.18) fik T-%f B 2H (1gPON1 K 2.49 +0.19, P <
0.01), 0o 45 WAL ] FL 5%, HbAle =9% 41 1ML %
PON1 3% P % HbAlc < 6.5% 4 W] B F# 1% (P <
0.01) ,%:6.5% <HbAlc <9% I T T (P <

+

0.05) ; Gensini 1 4) HbAlc = 9% #H % HbAlc <
6.5% BB (P <0.01),% 6.5% <HbAlc <
9% HINA P (P <0.05;% 4) ,

R3 BEBRESHESHRERRL(H])

Table 3. Occurrence of complications in each group

 H no (I BERGE O IUESE i rh
pogicE:| 32 14 0 0 0
b O 2 101 57 82 19 5
HbAlc <6.5% 4 31 16 11 4 0
6<' ZZZ fEHbAlC 41 24 41 7 2
HbAlc=9% 2 29 17 29 8 3

F 4. BIVRE LA FBEES | iEMER Gensini TR L
Table 4. Serum paraoxonase-1( PON1) activity and Gensini

score in each sub-group of the coronary heart disease

| n 1gPON1  Gensini F153
HbAlc <6.5% 4 31 2.46£0.28 4912
6.5% <HbAlc <9% % 41 2.25+0.19° 57 +17°
HbA1c=9% 4 29 2.09+£0.27" 76 £20™

a N P<0.05,b 5 P<0.01,5 HbAlc <6.5% A H4 ;¢ N P <0.05,
56.5% <HbAlc <9% #H H %,

2.3 HHXMESH

b IR AR B Bk 22 B 5 HbAlc \PONI i
P BMI SAF IR VI (2 5) , IL3E PON1 5 Gensi-
ni B RAAHSE(r = —0.742,P <0.01) , &L
WALRIBEE HbAle KB, r (A4 HEZ A
[&4K (HbAlc < 6.5% 4 .6.5% < HbAlc < 9% 4 .
HbAle=9% #H 1 r {43 %y - 0.812, -0.781,
-0.526,3 P <0.01; & 1) ; PONI 7515 HbAlc /K
A (r= -0.534, P<0.01;&2),

®5 BOREEBRIIKRBE Censini MAWERHS
2 Logistic B34 #7
Table 5. Non-conditional Logistic regression analysis of

Gensini score of coronary artery disease

AW % B SE P t
HbAlc 11. 148 1.801 0.000  6.189
PON1 i -0.006  0.002 0.011 -2.594
BMI 0. 435 0. 184 0.020  2.364
AEIE 0. 444 0.203 0.031  2.186
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Figure 1. Relation between PONI1 activity and Gensini scores in coronary heart disease patients and each sub-group of the

coronary heart disease
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Figure 2. Relation between HbAlc levels and Gensini scores
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