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[ ABSTRACT] Aim To investigate the association of apolipoproteinAS ( ApoAS) gene polymorphisms of patients with coro-

nary heart disease ( CHD) and the degree of coronary artery stenosis. Methods Using polymerase chain reactiorr restriction
fragmentpolymorphisms of patients with CHD and the degree of length polymorphism methods, the genotypes of 260 patients with
CHD confirmed by coronary angiography were analyzed, the levels of coronary artery stenosis were characterized by the numbers of
diseased vessels and Gensini scores. Results  Serum triglyceride level of the patients with ApoA5 — 1131CC genotype and c.
553T allele carriers were obviously higher than that of the patients with ApoAS c. 553GG genotype and — 1131T allele carriers, but
the Gensini scores were not significantly different among them, and the distribution for the genotyopes of ApoAS genetic variants
were also not statistically different among variable number of coronary diseased vessels.  The number of coronary diseased vessels
and Gensini scores had strongly positive correlation with the presence of diabetes (r= 0.141 and 0. 143, P< 0.05), and obvi-
ously negative correlation with the level of serum high density lipoprotein cholesterol (r= — 0.129 and - 0. 164, P< 0.05).
Conclusions ApoAS5 gene polymorphisms are remarkably associated with the level of triglyceride, but not the extent of coronary

artery stenosis among CHD patients.
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GAG CGA AAT T-3'; # 8 & & A5 ¢. 553G> T 1 & Pl
% 5-CAG CAA CTG AAG CCC TAC ACG-3 ,P2 % 5-
ATG CCG CI'C ACC AGG CTCTCG-3 o PCR R J 4 1
NEAEE B AS- 1131T> C i &: 96 CHE % 2 min,
95 CH& M 30s™ 56 CHR K 30 s~ 72 CHE A 30 s, 783
30 K, RKVEF J5 72 CHM# 5 min; A& 5 AS c.
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A N- 1131TT ZEFE A, B A- 1131CC EF A, C A ¢. 553 GG %

F 1. BVFREEYEEA AS FREERBEE LFREKREZEF Gensini R BIELE

— 1131T> C fir s BE R A

c. 553G> T A g5 JE R 7Y

s TT TC P GG G+ TT PR
97 51 40 126 106 216 44
5 I ( 451 70 (55.6%) 58 (54.7%) 16 (100% ) 0.973 121 (56.0%) 23 (52.3%) 0. 649
BE PRIE (f51) 31 (24.6%) 21 (19.8%) 6 (37.5%) 0. 678 49 (22.7%) 9 (20.5%) 0. 746
AR () 50 (39.7%) 47 (44.3%) 10 (62.5%) 0. 638 93 (43.1%) 14 (31.8%) 0.167
BMI (kg/m?) 24.62%£3.20 24.70 £2. 98 24.71%2.34 0.796 24.62£3. 02 24.87%3.01 0. 625
TC(mmol/ L) 4.78 £1.19 4.84%1.02 4.95%0.91 0.757 4.78%1.08 5.02%1. 14 0. 195
TG(mmol/ L) 1.74%0.93 1.87 £0. 91 2.36%1.37 0.016 1. 80 £0.97 2.17%£1.06 0. 008
HDLC(mmol/ L) 1.05 %0.32 1.0610.23 0.99 £0. 23 0. 530 1.0410.29 1.05£0.23 0.933
LDLC( mmol/ L) 2.84%1.01 2.88 10. 84 2.8720.70 0. 963 2.8410.92 2.97%0.88 0.398
Gensini #24)( 7)) 39.5%35.3 32.5%31.9 33.6%30.0 0. 258 37.1%34.2 30.6+29. 4 0.241
R 2. FREIATE X HEEFE 5 m eI bb i 51)
s @ i — 113IT> C i /& ¢.553G> T LA,
T TC cC GG GI+ TT
BYEH 105 53(50.5%) 39(37.1%) 13(12.4%) 89(84.8%) 16(15.2%)
B 96 43(44.8%) 46(47.9%) 7(7.3%) 78(81.2%) 18(18.8%)
=Sl 59 30(50. 8% ) 21(35.6%) 8(13.6%) 49(83.1%) 10(16.9%)
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% 3. Gensini 9 KRB BKHRE X B SR L iwfe b E 6
BIAE R

R E Gensini 19 R AL S K
r P r P

e I 0. 075 0.225 0.128 0. 040
W5 R 0. 141 0.023 0.157 0.011
WA 0. 069 0. 270 0. 106 0. 089
BMI - 0.115 0. 063 - 0.066 0.291
TC 0.010 0. 874 0. 056 0.370
TG 0. 032 0.611 0. 065 0. 296
HDLC - 0.129 0. 037 - 0.166 0. 007
LDLC 0. 054 0. 388 0. 102 0. 100
- 1131T> C - 0.078 0.210 0. 007 0. 905
c.553G> T 0. 077 0.216 - 0.026 0. 674
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HATNEARE A AS FER A P T ee BB
DA FEST. 400 o) B O A A B A 5 52 M1 2R 13 (very
low density lipoprotein, VLDL) , [F] i 18 0] 1 4 fig &
JIE Js g e JEF G T B8 SRR I TR L N & B TG g
EAMBRRE. K2 B RS REHD S GREE R
NPEHEF AR EATER AR AR EARE A AS
- 1131C 257 L R M3 TG K FH- 1131T &5
AL PR % o . 2 Y v, LA RO 0 T XU B
EEmTEE. WA A THIEER AS BEE 4 58
T ¢. 553G> T Az i A8 5 2 v B PUR N B A
H, Kao 2B AR %47 5 2 7 5 H i = g i
FEAFCE B B A5G 1, I 15 113 HDLC /K747 76 A
K(P< 0.001); i, HMAHEFL /N S 5 k0E, 72
A ] K i A 5 9 i X DR N B e, 553T 57 5 [
Hatr 3 B Lo U BE . 553G S5 5k R #5717 & =
H 2 fEEAIN,

AT FARYE Gensini ¥4 bR ifE, X 260 1 56 00 i
B AR KR B R AT B A, T H R EA
AS FER - 1131T> C F ¢, 553G> T 2 AL S 4T
G, @ RF W, b0 B - 1131CC HE R Y N B
(I3 TG K T#i- 1131TT Al- 1131TC FEE A Bt
ST T 35. 6% M1 26. 2% (P= 0.016), c. 553T %%
72 [R5 2 ML TG KPR c. 553GG A A A
FETHE T 20.6% (P= 0.008) ; i A 7] 3 P 784 56 o0 97
B[R] A O S P R R 0 22 S M B 4 -2 3 L
(P ¥J> 0.05) . — 1131TT £ [X B A FEA c. 553GG
LR N FE Y Gensini R 4> B3~ 1131C Al ¢. 553T
S EREE T E E, HEREA ST HE (P >
0. 05) ; A~ [F17aER 20 ik s A8 S H ) 4 6 2 1 AS &2k
BRI 2 R TR EME(P> 0.05) . $E ik, 7T

W7 9 o7 T B IR 22 25k W R 1 e 0 7 R R LT
TG 7KV, 55 e o 95 25 2 e 4R 30 ko 28 78 B T ok
[, FATTHI 7t 25 SRR B, Gensini #2453 2 5& 4R 3
kWi A S B S R R R R R R F IEM K (r= 0.
141 F10. 143, P ¥J< 0. 05), #enpEA X ELA 7]
RE DN 2 e 0o (1) R JE, T 5 1ML HDLC 7K-F 2 2 3%
R (r= = 0.129 M- 0. 164, P < 0.05), & B
HDLC A2 HKHiah ik 385 4 A 4L ( atherosclerosis, As) ] f
P, BEB TR As FIRAEMKIE.
REMZH R LW BN E A A5- 1131T
> C Fl c. 553G> T FEH 2 51 5 56 O i 47 45 #H 5%
P, (H As B et O 955 IR R AR S R R AR AR 22 38t A% FIIR 5%
HERILFEEAMER. BRI ALERERY, L&
P SR AR 7 5 3% TG /KT — & HIAH 5% 1,
185 56 0o B8 35 e IR BN om A AR FE TG 6. AR, A
W FAFAE A B D 2> | R D X F 725 REAT B 43
rERN R AL, AR TS R B
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