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Application of single nucleotide polymorphism in the study of

the susceptible gene of microangiopathy in diabetes mellitus
ZHANG Yuhong , et al
( Department of Clinical Laboratory , College of Clinical Medicine , Chongqing Medical University)

[ Abstract] Objective : To detect the distribution of the (C— 106T) single nucleotide polymorphism and genotype of promoter region of
aldose reductase gene and to study its relation to the susceptibility of microangiopathy in type 2 diabetes mellitus in Chinese Han from
Chongqing. Methods : The aldose reductase gene in promoter region was amplified by polymerase chain reaction and the frequency of
genotype of type 2 diabetes were analyzed by restriction enzyme Bfal. Results : The frequencies of genotype OC were significantly high-
er and the frequencies of genotype TT were much lower in type 2 diabetes patients with microangiopathy than in those without mi-
croangiopathy (xz =6.78 and 4.45, respectively, P<0.01 and P<0.05). Conclusion : This finding suggests that (C — 106T) single
nucleotide polymorphism in the aldose reductase gene promoter region may be associated with diabetic microangiopathy of Chinese Han
type 2. diabetes. It may be a functional polymorphism and can serve as one of inherited marker for susceptibility of diabetic microan-
giopathy.
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(DM) # 3 A £ 3% it & 9% ZF ( diabetic microan-
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AR)EH F¥#E 31X (C- 106T) B SNP FA7R,
Xt B R B BT T, BEMS TR A

EZENB R ER(1963- ), B, 258,
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ELWMB: A FTHFEH AL R L4440 (981916),
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BRI 1985 4F WHO L2 Wi oE, B HE R B N4> W H
B AR 12 B EF 246 B, W HERHTINEA, BHE
ZEXM%*F. BRIE DM # & DMAP 15515 246 I8 F
23 P TR B R AE A (NDC) A 3 76 $1, A &4 0R
W B IEH , REAE A UL K3 (urinary albumin creati-
nine ratio, UACR) < 30pg/mg. HllEH ZiE4H (DMAP) . £
B e () A RBEAS E B F - 3E 170 B, A &4 UACR



http://www.cqvip.com

EEERNKEER 2004 £ 29 %% 13 (Jounal of Chongging Medical University 2004. Vol. 29 No. 1)

| gog httg://www.cgvip.coml

>30pg/mg FI () AR JEE $2 7 G 28 | o It JRE B o0 i o L B
PEEEKPES AL, B AT AT A B I, BB 4k o 1l %
HiE RSB W% 1,NDC 5 DMAP 4 [8]# 5l# R L 5 it
ERFR AEREMLR I EBEEER.

F1 2HRERHERTH DMAP BENBESH (£ 5)

NDC DMAP
B 76 170
HHB /&) 36/40 77/93
(P, 53.7410.12 58.35+8.75
IEEHEE (kg/m?) 22.89+2.96 23.76+3.55
WEGE)” 4.2+3.8 7.65%5.83

*P<0.05 NDC 5 DMAP R th
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A ZRNEREHKN, —EFENE, 2 SHAMK
RELDNA fTEEZSHEL 3T, — & EDTA MRS H I
B (FBG) , LM £T F F (HbALC) , i =BE5(TG) , 4 H F A
(TC), JRE (Urea) , JLEF(Cr) FH: LM E .

1.3 PCR #=8dn. & %k 54

K /A RE K2 PR BUYE E 4 DNA, PCR
¥ AR HE EHREIK (nt—222 1o +41),3I1FEFIMT
#3145 - CCT TTC TGC CAC GCG GGG CGC GGG -
3, F#3[#:5 - CAT GGC TGC TGC GCT CCC AG- 3.
PCR R M &5 BSCR 2 ik, & 56 T8 #E 94°C 3min, RV5
# 94T 30s,53C 30s,72C 45s 3£ 35 MMER , B g RC R E
{8 Smin, HR#lifk PCR ™4 10ul, 10 10 X NE buffer 24, BR il
£ ]88 Bfal (NEW ENGLAND Biolabs) 104, 37T 2h. 10ud
BUIr=Y7E 30g/L SRR REEE h e ik, 2RIk % (EB) B
s, RN EMERER.
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CC.CT.TT =# A RA

% Hardy — Weinberg &, LA NDC 211 DMAP
AEZRERNEREITHRETARERE
Hardy — Weinberg -4, 4558 B~ y* {45150 0.755
F2.94, 74 P HYIKT 0.05, AN E Hardy —
Weinberg 45 (3],
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B RIUE — > Bfal fERALS (- 106), B§Y)
Jar=4 206bp 1 57bp B~ FETRI A CC ZRE A, -

106 AR, T B C EW=4 53— BUIRLE,
Bt—24 206bp F BT ST A 147bp F1 59bp J I, 40
NS FERNA TT EEE, ARE 0K CT
REEM, BYIS L BL 57.59.147.206bps Fh 5 BT,
A3 (C - 106T) EE B, SR ER
DMAP & CC #£H & B E#in, y*=6.78 P<0.01,
TTEHEMBER L 2 =4.45,P<0.05 FE £
AREHRE2),

#2 2BMEHER R DMAP(C- 106T) RN HME

B AE, %)
HEA NDC DMAP e PE
(n=76) (n=170)
CcC 24(32) 84(49.4) 6.78 <0.01
CT 34(45)  64(37.6) 1.10 >0.05
TT 18(23) 22(13.0)  4.45 <0.05

3 it i

DM BAELISNREHE - ZH F&E&F, H
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http://www.cqvip.com

| gog httg://www.cgvip.coml

BB ERKE S 2004 £ 29 % 13 (Joumal of Chongging Medical University 2004. Vol. 29 No. 1)
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