528 #5615 W
1614 2006 -8 H

= F E K ¥ ¥ #
ACTA  ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 28, No. 15
Aug. 2006

i | SCEEHE 1 1000-5404 ( 2006 ) 15-1614-02

fHBREER 2 BEESSMHSERF I MARFEX RRHR

AL EAH L FBE CAEAEFEIERRSLK, HYI 518036, Jok BEAAY MRS BB 4w, KiE
116027 ;i BE R A7 R S — B e ) 2330, K 116023)

#OE: HM FEiH B 2(UCP-2) 3 8 B4h 13- (3'-UTR )45 bp i A/l 26 (1/D) Z 25145 B
AR I 45 ( diabetic retinopathy, DR) 56 £, Jiik 183 BERG R E (4 tE4 DR 2051 #], A4 DR 4 132 1)) , il
JITAT BB A B R 2E) DNA | B3 4 W4 52 0 ( PCR) J7 Wi UCP-2 B[R H#EATH 1 10 545 4 UCP-2 45 o7 3 [ e 3k (R RU AT % 3
WHATHRE . S5 UCP-2 HL[H 8 B4RGET 3'-2R 4 45 bp i A/l Z A5 HETE DR 4L ISP DR 2] A 3k R RY 43 7 C 1 3

3’ Y (3'-UTR )45 bp fii A/ 5 228505 vh B AR IR T R A AR TE 5 & .
SRR . W BRI R L R s IR T -2 PR A E
R ERST IS . R341; R394; R597.202 HRARIDAG: A

Correlation between uncoupling protein 2 gene polymorphism and diabetic retinopathy
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Abstract; Objective To investigate the association between a 45-bp insertion/deletion ( Ins/Del) poly-
morphism in the 3'-untranslating region (3'-UTR) of its exon 8 in uncoupling protein 2 (UCP-2) gene and dia-
betic retinopathy (DR). Methods A total of 183 patients with diabetic mellitus ( DM) were selected, 51 with
DR, 132 without DR. .UCP-2 gene polymorphism was confirmed by electrophoresis after PCR, then genotype
and allele gene frequency were compared. Results No significant difference of genotype frequencies for 3'-
UTR Ins/Del polymorphism of UCP-2 was found between control group and DR group, and no difference in two
alleles frequencies. Conclusion No relationship of a 45-bp Ins/Del polymorphism in the 3'-UTR of exon 8 in
the UCP-2 gene was found with DR.
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