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[Abstract] Objective To investigale the association between 894G—T polytnorphism at excn 7 of eNOS gene
and dighetic nephropathy with or without hypertension. Methods A case-control study in 147 Chinese subjects (in-
cluding 52 paticnts with type-2 diabetes mellitus{ DM) , 45 patients with diabetic nephropathy(DN) and 50 patients with
diabetic nephropathy and hypertension) was performed. The allele frequency and genotype distribution of 894G—"T poly-
morphism at exon 7 of eNOS gene were determined by polymerase ‘chain reaction combined with restriction [ragnient
length polymorphism ( PCR-RFLP) methods. Results . The frequency of T allele and TG genotype at exon 7 were sig-
nificanaly higher in DN group than in DM one; but there was no significant difference between DN with hypertension and
DN without hypertension. Multivariate logistic regression analysis showed that the systalic blood pressure, TG, TC, HbAyc
and the 894G—T polymorphism at exon 7 of eNOS gene were risk factors for diabetic nephropathy.  Conclusion T al-
1ele of the $34G—"1" polymorphism at exon 7 of eNOS gene is related to diabetic nephropathy in type-2 diabetes mellitus,
but it is not related to hypertension in diabetic nephropathy.
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GACAGTGGATGGA3 .5 ~“CCCAGTCAATCCCTT
TGGTGCTCA3 . R BABLA 25 ul, & DDW
118 pul, 10 b 2.5 1, MgCly 1.5 pul, dNTPs
2.0 pl, EEFSI4 2.5 pl. FEFSIH 2.5 pl, Tag DNA
BAEE 0.2 pl B4R DNA 2.0 plo RNESAFR 94T
A 5 min, 94°C TEHE 30 5,607 B K 30 5, 72CHE
{45 s, 1E 35 B, T 2T LEM 5 min, (1)
eNOSHEE 7 465 T 894 i L&A BT

EFRIL20 1], & DDW 10.3 ul, 10 X R 2 4,
BSA 0.2 ul,PCR 747 7 yd, Ban | AYIEE 0.5 pl,
MCAKHTAEY 3 b, P20, (5) AL RY B - BB 7

YIT 2% BURRERAL 7 o IR AL QR (T4
ﬁw{%‘ﬁ-ghzlwf %r
L3GEH M HERHA 2 - F5 AT ES

W BT R o R EE, FERS Mt AT Logistic [al
. R 8 SPSS10. 0 #5820,

2 # R

2.1 2 BiSEIRIB R E eNOS B 7 4M B F 804G—~T £
BHMGER KF 8UG>T £AM S HFE %
Ban [l ) BEREH) G 331K /NA 163 bp #1 85 bp
BB E RN GG BRI 2l 248 bp, X A5 £
163 bp A1 85 bp B A EEE AT TG 1),

TG GG GG Marker
1
o
- )
—
& P P o T -+
R R R
T 4
[ [ —
- *

Bl eNOSH 74T 894G~ T £BNLA Ban [ BEHG B

2.2 DM 41 DN 8 A1 DN A3 8 i B 28 s R A6t A
fERIE DM Z# DN 2Bk UAER W22 56 B #H
(P<0.05), HM 4 Jof M EFEEC 0w
AEACHE SR AHARSEE R T RSN
(P>0.05), DN LRI DN 7438 dUEZ bRlas £ REe
WL FH BEM(P<0.05)40, AR JmiE &
EEECRAE R E MRS Hih =R B
HAERS S B R EHE(P>0.05;3 1.

2.3 eNOSH 7 b BT 894G—>T £ A FEEHE
WEEAEARIE B E SR AR R 2 o — e
GG ZEEE 95 Fl (B 36, & 59), GT HHA 52 #
(5 20,4 32), AR ER UAER KT R &1
LR (P<0.05) 40, AR Jefe M5 m
JEoR S - Q1A 1 = BN Y A LA o A A W g =
ERETEFEHE(P>0.05;F2),

2.4 eNOSH 75 BF 894G—T £H5EHPEHNR
EEHEESTH NOSEREZE“F-HNER



_$¢Zﬁ%§ﬁﬁﬁ%$ WRFNRE FE2E&E4H Chin | Mult Organ [hs Elderly Tlee 2003 Vel 2 No 4 « 277 -+

BLGGOEE RS A 7)) TT(REREET).GL FEOTFHMA DN HERLEEE(P>0.05,F
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Pl 0.827 0.274 2.28  0.003
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