DNREYMESH#HE www.shengwuyixue.com Progress in Modern Biomedicine Voll14 NO.6 FEB.2014 . 1113 -

DOI: 10.13241/j.cnki.pmb.2014.06.029

RIS AL R ZRIE R IMNE T 17 19 2 APERESE

gk ' O R EEH? ERIHE IEBP
(1 P58 K2R W& & By 2660712 5 5T E EEBL R WL & # £ 266071)

BE B REMEZ2HRAR SR T ITHEAR S ARE S 56w (PCOS)M £ R, A S £ R BEEmeEsT TR
42, Fik:# A PCR-SSCP B ARAM 45 1) % I £ 22 bm B4 (F14n) 5 40 44k B da e GF B4 ) A e 7 e By & AR A B 41
2F 17 45,5 1058 69 A B % A4, Bl ot 2 PCOS & 69 —ALIGAF B i F 4547, HRBATRH MEERR A LS EEE
FEREM S EZREARIIRTF 17428 1058 C.TH A B M E. ER: SRAEF THEAR BIAMER 71.2%, 02
B T At B LY 25%(P>0.05); I 2 E e 4l Bk b T 42 L B R ILAG A & h 69.2%, 1A 2.3 T e 41 & 5 09 25%(P<0.01), 7 &
T, £ 5 BA %t F &N (P<0.05), HRBEMREEZALARSET 17 R T.CARME ¥R oA 1204, 1 ARNT
A B 8937 69 BMI(20.34+ 2.47)9 24K T 2 40 3L C AL I 49 97 & 49 BMI(26.68+ 5.52); PCOS & 4k & F a4t 285 Ak e & 3k
FaP INSR A RS2 F 17 I T.C F AR emE LN E £ 7 (P>0.05); PCOS g FH g A MM it am %
ZHRARIEF 17 I T C AR ey LA 2 Z A (P>0.05), L5ik: B FEXHERINEF 17 F T/C £HM 5 SR
5 PCOS &F ey X mZE sk, T F1 AR e 5 LM EL e B A PCOS &4 69 K% &tk ; A PCOS &4 5 i &
FIR B ERRAE BB R RR; TEEAMFHEAES PCOS 4 2205 R AT de e By F Ikt S F sz A B AR %
K S EN LG B ETHRAR S ET 1T, EWRI AR 2 51

hES S R711.7,R587.] XHEIFRINAD:A XEHS:1673-6273(2014)06-1113-04

Research on the Polymorphism of Exon 17 of Insulin Receptor in the Women
with Polycystic Ovary Syndrome

YAO Yao', FAN Jur?, XIA Bao-gud?, BI Shu-na’, SUN Bao-zh*
(1 Qingdao university medical college, Qingdao, Shandong, 266071, China;
2 Qingdao Municipal Medical Grope, Qingdao, Shandong, 266071, China)

ABSTRACT Objective: To discuss the relationship between polymorphism of exon 17 of insulin receptor(INSR) and polycystic ovary
syndrome(PCOS) , and provide reference for the treatment of PCOS. Methods: In this study, PCR-SSCP was used to detect the gene poly-
morphism of exon 17 of INSR site 1058 across whose full blood of 45 women with PCOS and 40 normal as controls. At the same time,
the biochemical, hormonal and so on were also been detected. Results: The patients with PCOS occurred T allele with high frequency of
the exon 17 of INSR 71.2%, and the frequence in normal women 25% (P<0.01), the difference have significance;and the frequence of T
allele in the lean group is 69.2% and the obese group 25%(P << 0.05), the difference have significance. According to the T, C allele fre-
quency of occurrence of the exon 17 of INSR ,we divided the patients into two groups:1 group, which means the 1058 site of the exon 17
of INSR is T allele, 2 group, which is C allele. The BMI of 1 group was lower than that in the 2 group, the differences were significant
(P<0.05); there was no significance difference between the insulin resistance group and without insulin resistance group with the gene
polymorphism in exon 17 of INSR; there was no significance difference between the hyperandrogenemia group and without hyperan-
drogenemia group with the gene polymorphism in exon 17 of INSR. Conclusions: The gene polymorphism in exon 17 of INSR have
association with polycystic ovary syndrome in Qingdao of CHINA, T allele high frequency have association with the lean PCOS; the
pathogenesis of the obesity and lean patients maybe is different T allele high frequency is not associated with PCOS dependence trait
such as insulin resistance and hyperandrogenemia,so this polymorphism is only a pathogenic gene in some patients.
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*1 IBRASHRAZLDEZHEENET 17 WERES
Table I The distribution of INSR exon 17 genotype in the experimental group and the control group
Groups Case T/T C/T C/C
Experimental group 45 25 (55.6%) 7 (15.6%) 13 (28.8%)
Control group 40 6 (15%) 4 (10%) 30 (75%)

R2 IWARKEESERREERSRZHERSSY
Table 2 Obese and no-obese patients in the experimental group with INSR polymorphisms

Obese in experimental (%)

No-obese in experiment (%) Control (%)

Number of T allele
Number of C allele

7(25%)
25 (75%)

9 (69.2%)
4(30.8%)

10 (25%)
30 (75%)
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Table 3 The relationship between the C, T allele polymorphisms with BMI

Numbers BMI
Frequency of T 16 20.34x 2.47
Frequency of C 29 26.68%= 5.52

Experimental Control

1 PCOS BEEEREANBHBEEEZHERINET 17 HERE
Fig.1 The distribution of INSR exon 17 genotype frequency in the normal
and PCOS groups
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Fig.2 Clear bands with 317bp appeared inl, 3, 4
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Table 4 The gene polymorphisms of insulin receptor in the insulin

resistance and non-insulin resistance groups of INSR

Insulin resistance Non-insulin resistance

Number of T
Number of C

16 (51.6%)
15 (48.4%)

6 (42.8%)
8 (57.1%)

23 RWABRSEZGER C-T SHMESSHBENERNX
#
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Table 5 The gene polymorphisms of insulin receptor in the

hyperandrogenemia and non-hyperandrogenemia groups of INSR

Hyperandrogenemia Non-hyperandrogenemia

Number of T 16 (61.5%) 11 (57.9%)
Number of C 10 (38.5%) 8(42.1%)
3 PHE
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1452 2R B A, PSR AR 2 O B A AR I O SR T LT
PRI ) A S0 TR sl A il 22 6 s MR A5 QO 2L
SELIL, AT LB A BRTERIBESE R W] PCOS 2 —Fh 2
HE PR B P , A7 i B SR IR R AR R0, e 2K A A R
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