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[HE] Bt HFIITHEE ST ARBERSE 7408 F G8MT EH (Glu298Asp) § R K&
DRZERER, FiE UERIEMABRAXNBHR  SBF2HNELRBEIFENS, B
H55 FURE TS FUMBABORNIERR LK. NI FAIRRELHRBENRHAE, 172 H8
ERORBE N BA, EH PCRIBHENBKESSEGIN GRUATER. HFR GRUTERE
REFREREZORA(TT.GT.GCHRE S H16.06% .20.45% . 73.48% ) BEB TR AB LKA
(TT.GT.GG $iZE A5 H1.74%.11.63% .86.63%)(P=0.01), TEMERFRERTB LKA
(16.29%) W BEBFRETLFA(7.56%)(P=0.001),0R=2.38,95% CI:1.38~4.16, fEa=
0.05BEHKF L, AETLESIELEM logistic MIFHE M RE KB BER,GBHUT ERMBXR
BLRMEEREFM(P=0.01),0R=2.25,95%CI:1.19~4.26, &t eNOSXH G89%4T &R
THEERABELRARWERLERERZ —.
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Association between G894T mutation in endothelial nitric oxide synthase gene and premature coronary
heart disease JIA Chong-q¢i”, NING Yan, LIU Tong-tao, LIU Zhao-lan. "Department of
Epidemiology and Health Statistics, School of Public Health, Shandong University, Jinan 250012,
China

[ Abstract] Objective To assess the association between G894T (Glu298Asp) mutation in exon 7 of
the endothelial nitric oxide synthase gene and premature coronary heart disease (P-CHD). Methods
Hospital-based case-control study was conducted. Newly-diagnosed CHD patients were recruited as study
subjects. 132 CHD patients diagnosed at/before age 55 for males and 65 for females were assigned to P-CHD
case group with other 172 CHD patients as the control group. Polymerase chain reaction with Ban [I
restriction enzyme digestion was performed to detect the G894T mutation. Results  G894T mutant
genotypes in P-CHD group ( TT, GT and GG frequencies were 6.06% , 20.45% and 73.48%,
respectively) were significant higher than those in control group (TT, GT and GG frequencies were
1.74%,11.63% and 86.63% , respectively) (P =0.01). Mutant T allele frequency in P-CHD group was
also significantly higher than that in control group (16.29% versus 7.56% , P=0.001, OR =2.38,95%
CI:1.38-4.16). Stepwise multiple logistic regression analysis at 0.05 significant level with sex, smoking,
alcohol drinking, and overweight covariates indicated that G894 T mutation also having significant effect on
P-CHD (P=0.01,OR=12.25,95%CI:1.19-4.26) . Conclusion  This study suggested that G8947T
mutation in endothelial nitric oxide synthase gene might serve as a major risk factor to the pathogenesis of
P-CHD in this study population.
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G894T % 5 (Glu298Asp) 5 A Lo K oL LA 5T
KEAMREEL HERA—. RMEERERTER
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6. G123 547 i Stata 8. 03K, HHECEBLH
58, 35 F Fisher’s # VI3 iH BB A H 24175
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2. BREREREELRAE eNOS #H G894T %
REFNLXBWMEMERBAEIN - ERLE 2,
G8MATAREHA R T FMERMER K E LR

HEBERTERELHA

®1 BERESREGOHA—RIBE LB
x B REH(n=132) BRA(2n=172) PH
HH(BI&) 80/52 129/43 <0.010
F(S) 49.84+7.63 68.59+7.82 <0.001
B A (e AN TR ) 55/77 48/124 <0.050
R (BRI R) 36/96 20/152 <0.001
BMI(kg/m?) 26.55+3.27 25.16+£3.60 <0.001
TG{mmol/L) 1.95+1.31 1.64+1.09  <0.050
TC(mmol/L) 5.42+1.15 5.25+1.20 >0.050
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WEEESH :fEa=0.05BEHKTE L, UETE
B AR &M logistic B9 2047 , 28 1 51 L IR 4B L AKTE
BE G ,G894T BRI R AR LW RA BE R
M, 455 W% 3.

it

MM NO B H — a8 4 B (NOS) # 1L
L AR mIME SR —NEEFEMER. L
M RGH ,NO BE Y 7K M 40 b 1 /5K
HSrel mErEnmEaE” mEEEEEE
HEAPSEEEMINAE, NOSZLOMERLE P
AR NOWMFER HMEELORHRETEER
HEEM, SRR ENY BB NOS EH
HI/NES BB kR R L, SBRE ORI R E, M
i NOS 7T i 32 5 39 3 Bk 6 L B8 (L BE s B9 7 R

eNOS EFH 5 7 4 & F 5 78 {r i & BI 48 75 /5
FI%E 894 B R 4E G RAEN T(GBYMT), RHE
8 MNEARRBEAXEAEARGERILEARENR
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BREHA BERHA REA BEA BREA BERA
HEE(HH0
TT 5 2 3 1 8 3
GT 17 18 10 2 27 20
GG 58 109 39 40 97 149
ZHEBEMBRE 0.059 0.050 0.011
TT+GT 5 GG LB H IR 0.050 0.027 0.005
SO EFETE(%)
T 16.88 8.53 15.39 4.65 16.29 7.56
G 83.12 91.47 84.61 95.35 83.71 92.44
BUIBE 0.012 0.018 0.001

OR {H(95%CI)

2.18(1.14~4.18)

3.73(1.13~15.86) 2.38(1.38~4.16)
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£ It logistic B J3 4 #7
r OB 8 s;(B) z PH OR 18(95% CI)
G894TER  0.81 0.33  2.48 0.013 2.25(1.19~4.26)
5 -1.70 0.33 5.16 0.000 0.18(0.10~0.35)
% 1 0.98 0.32 3.10 0.002 2.68(1.44~4.99)
KB 1.17 0.36 3.27 0.001 3.21(1.59~6.46)
BE 1.10 0.30 3.68 0.000 3.00(1.67~5.38)
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