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[(WE] 8@ WITWNFHMXKEARBELS ZHAERKET 2 mRNA 454 & 1 (IGF2BP2) 2 rs4402960 R £
A5 A 25 07 6 PR AR DR BB R A A 5 2 BUBE PR IR (type 2 diabetes, T, DMD UM EHE, F ek RS0 3 R4 5 vE R 4 T4k
KR CAS-PCR) X 360 1] P4 ¢ iy b [X BUE N (T, DM 41 166 ], IE % %t B840 194 fi) rsd402960 SEAT3EM 431, 4 F  T,DM4A
W rs4402960 B9 T & FERRM TT.GT EE BB RS 518 41.6% .12, 1% A 59. 0% , ¥ T 1IEH X B4 A910. 6% .3. 6%
FI13.9% (P ¥1<C0.05) ;1 T.DM 41A9 GG K RIS N 28, 9% K F 1L 5 X B 82, 5% (P<C0. 05) M T & KL J& M4
T, DM Y fG 6 N % (OR=6. 02,95 % CI1=4. 075~8. 895), £ # IGF2BP2E:[H rsdd402960 Z 257 M0 T 2547 % [H Al g 2
T, DM i XU S 25 A G/ T 2805 W50 1 X BUB AR T, DM HLAG A G 7T RE 2 9 52 1 i K DU A T, DM 19 %)
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[Abstract] Objective To study the association of alleles and genotype frequencies of rs4402960 in insulin-like growth
factor 2 mRNA binding protein 2 (IGF2BP2) gene with type 2 diabetes mellitus (T, DM) in Han population of Inner Mongolia
region. Methods Allele-specific polymerase chain reaction was used to genotype the rs4402960 polymorphism of IGF2BP2 in
360 Han population living in the Inner Mongolia region, including 166 patients with T;DM (T, DM group) and 194 normal
controls (NC group). Results The frequencies of T allele, TT and GT genotype of rs4402960 in T, DM group were 41. 6%,
12.1% and 59. 0%, respectively, which were significantly higher than those in the NC group (10.6%,3.6% and 13. 9%, all
P<C0.05). The GG genotype frequency was 28. 9% in T, DM group, being significantly lower than that in the NC group
(82.5%, P<C0.05). Carrying T allele was a risk factor of T,DM (OR=6. 02, 95%CI=4. 075-8. 895). Conclusion T allele of
rs4402960 polymorphism in IGF2BP2 gene might be a risk factor of T;DM, and G/T polymorphism is associated with T, DM.
IGF2BP2 rs4402960 might be a susceptible gene of T, DM in Han population living in Inner Mongolia region.
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2007 AF LR F MG LB T A 2 BUBE IR (type 2 di-
abetes, T,DM)FT 5 BRI E AL T 3 S Ytk q27. 2 19
B ZER A K F 2 mRNA 454 & M (insulin-like growth
factor 2 mRNA binding protein 2,IGF2BP2) 38, ¥ 4 WF 5
% B, IGF2BP2 3 [H rs4402960 BAH% 45 MR £ 45 1 (single nu-
cleotide polymorphism, SNP) 5 T,DM %541 &0, i F
Tl 35 A% 15 5% M AE A7 AR B R [R) , 7 A [R) Aot vb EDIE & 438
) 95 9 HE DG i TR B8 o7 s o N I B 2 P 5 9 s S UL ok 1 F 5
HAREZEZ L AT R 55 00 RS 53 1 3R A i 0 R
W (allele-specific PCR, AS-PCR) J7 7 , 1% B P 5¢ 1y i1 X %
ABER VT IGF2BP2 2 rs4402960 £ 5% 5 T.DM M
x,

1 #RAnAE

1.1 AR % T,DM 4UANIE 4 BB 41 B i B[ 2008 4F
1 A % 2009 4 12 A 8] 4 528 iy B2 2 e 5 — Bt I B= e P9 43 6
A I £ 2 R fdt R ARG 1 P9 552 iy b DX TG I % 56 R 1A U N
T, DM 4 166 fi, 55 98 fil . &z 68 il , 4F % (57. 904+10.37) %,
TR A5 B (BMD N (24. 04 +£3.51) kg/m?; IEH X B4 194
B, % 110 B, & 84 I, 4 #% (52. 55+ 8. 98) ¥, BMI 2}
(23.997+ 3. 33) kg/m’, #T & M i % 50 pl/4 0 %
JA . —40°CIRIEE .
1.2 ME  PCRY ML M H B A BR A FD , 585
D HL R VP BR 2 B B KA R A0 A A (dbmt 7 — 14X
.
1.3 XA DNA 2 HCR R A 3k B8 27 B 5k 1R 12 W T 5%
FIT 28 S0k #7 BU ; rs4402960 G/T PCR 514 (sense 1:5'-
GTA GGA TGG ACA GTA GAT TG-3', sense 2:5-GTA
GGA TGG ACA GTA GAT TT-3',anti-sense:5'-GAG GAT
GTA AGT TAG TTG AT-3") B dt 3 SRR A= # Rk A BR A 7]
& 52X Tag Mix( 5% 10X PCR buffer,Mg*" .dNTP, Tag
Bt 55 ) ) A bt 1 PR 4L & R A R A SR B O T R 2
#E15DL2000 DNA #RiC# . T 2 &  DNA B i Y 7 &
Fkn /N R BOKF &I A A TR KE ARAF.
1.4 AR % % DNA RHUE A S ® T E#ETE ., A
A AS-PCR AT 2841, PCR A BB 10 pl,
Horf DNA B 1.5 512X Tag Mix 5 pl, 10 pmol/L B EF
B4 0.5 pl. IEUJ( 2.5 pl. rs4402960 G/T i £/
PCR JZ N 1 . 94°C HUAE P 2 min J5, 94°C A8 1 30 s,54°C B
KHEAH 30 5,72°C LEAF 45 s, 3 35 PEIF,72°C AL fH1 5 min,
PRI R KN 544 bp, §UHEFEY) B AT 1 Yo BN R I
HLPK  EB Y (o, S AMNT T ML I0 45 SR I s 3 R
1.5 %t am® N JH SPSS 13. 0 8k Bk 17 48+ 2 40 #r
TR BRI L 2 s R RAILECR T o K, Wil KK
W 22 25 PR AL A0 Y A5 DB 3 43 A1 2 5 A7 & Hardy-Wein-
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berg A7 , 150 20 1] 45 Jk PRI T A5 R Je S5 o 6 BRUAB 3%, A6 Ik
Y- (a)HF0. 05; Logistic [ IH #1115 OR fH & 95%CI,

2 & R

2.1 VR A6 & Hardy-Weinberg F# 40  T,DM
415 15 H X 2 A AR IS M B & BMIT Z IR 25 7 G SE T2 &
(P>0.05), %F T,DM 41 HIIE # X B 41 3 Fh 3 K80 A 5 B
HSUBURN B AR AT o K3, Rk RS0 2R 43 A 9 45 & Har-
dy-Weinberg - , Ut W 5 21 BE A B HL A A0 R 4 L A I I
e A 552 vyl X LT N B S AR 15 7

2.2 IGF2BP2 A B rs4402960 SNP 4 B & fo 5 12 & B 47 %
A 1IGF2BP2 %A rsd402960 £ 5 PCR ¥4 p= ¥y K & 0
544 bp, f33 GG.GT Al TT 3 3 L F A, 3 Ff Ik & A AE WY
ZLE] 9 7340 22 52 GE 2 3 (5 =105, 355, P=10. 00) , H:
T, DM 4169 rs4402960 TT K& GT % B 3 1 F 1F 8 X
WA (12.1% vs 3. 6% & 59.0% vs 13.9%) .1 GG R &K
WA (28.9% vs 82.5%), HIEHE XA, T,.DM 4 T
SV TR BB R R (41, 6% vs 10. 6%, T G 45 o7 J& R A3 R
FEAR (58. 4% vs 89.4%0) , I A M ER A HI ¥ E X (=
92.035,P=0.00), #4 T %A K Z T.DM 1 fz b F %
(OR=6.02,95%CI=4.075~8. 895) , M 4y G %5 {i & X N
B 2 (OR=0.166,95%CI=0.112~0. 245),

34t i

AT N 52t b X DU N HE 360 ) A 7 47 460

6 A S50 (1 T A N T R M B ORAR S 3 HOAR DS L T AS-
PCR %t rs4402960 G/T F B #E47 3 K 43 54, #5AF fa i L 2207 .
BRI, BI04 R BR IGF2BP2 rsd402960 £ 3 filt 3k [5] A1
GG.GT Ml TT; T,DM 4 L GT 3 F BN F, IF 8 X R4
VIRRAM LA F GG M H A Ry F, IGF2BP2 & i T 4 {4
R 3g27 bR NAERMERIEHE RS FRE KK F-1(IGF-D
BB Z R4 K F-2(IGF-2) 3 [ mRNA 454 & A K I
RZ— . Z5WRN KT A DL S %= E R,
J7I2 F 3k F IR AR AR A 2 rh g 5 P A 5 5 A
BEFES A TRAEERYGE. 75 IGF-2 mRNA 5'¥G3E 4
5 X455 9 I IGF-2 M liE, IGF-2 2R RE KL K
ERKEFH—-R. Z25EERSWS . H2 5SAEF LM
SNPs rs4402960 X T.DM ¥ & JE 5 B & 5 ¥ . Ruchat
LR TE  IGF2BP2 2R rsd402960 48 5 55 4 i & K g & %
o R A DG L T 5 1 A R Y 43 W TG 06 5 #78 IGF2BP2 B
RAEAR S TEUN S B 40T AR T R b 5 3R MR A
JIEZ fi A A ST R AP TR FE RO SE A i B 40 AR % T BE TR R n
T AR T,DM W fa Bt A5 & 20 7 41 1] 2% R A0 4 7
FF A G T L (y* =105. 355, P=0.00) , X 54 3¢ 3k
HRIE BRI SR SR EEAR 5, T,DM 4 5 IEH
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X R 2 [ 45 i B PRI 03 A 22 v B 2 0 (" =
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