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Abstract: Objective To investigate the relation between single nucleotide polymorphism (SNPs) in the tyrosine kinase domain
The loci of 3 single nucleotides (+168715
C>T,+176506 C>T and +176525 G=>A) in 96 patients with PCOS (PCOS group) and 48 normal women(control group) were
performed the sequence analysis by the polymerase chain reaction restriction fragment polymorphism(PCR—RFLP) technology and
The polymorphism frequency of +168715 C>T in exon 17 of the INSR in the
PCOS group was 63. 5% ,which was significantly higher than 45. 8% in the control (P=0.043),the difference in the non— obese
subgroup was more significant(P=0. 039). There was polymorphism of +176506 C>T and +176525 G>>A at the front 85bp and

of the insulin receptor gene (INSR) and polycystic ovary syndrome (PCOS). Methods

the PCR product direct sequencing method. Results

56bp of exon 22 of INSR in the two groups. The polymorphism frequency in these two loci were same, but the polymorphism fre-
quency in the PCOS group was 64. 6% ,which was higher than 47. 9% in control group without statistical significance(P=0. 055).
The further grouping comparison found that the polymorphism frequency of two loci in the non-obese subgroup of PCOS patients
was significantly higher than that in the control group(P=0. 042). Conclusion The SNPs of +168715 C>T,+176506 C>T and
+176525 G>A in INSR is possibly correlated with the PCOS pathogenesis,especially the morbidity of the non-obese patients.
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1.2.3 PCR¥H (1HHE Pubmed F A FE b i i 2 32 (4 5
B 751, f# i Primer 5. 0 84411514, Exonl7 § 1 7= ¥y 317
bp, BRI F S5 -CCA AGG ATG CTG TGT AGA TAA
G-3', Fiif:5-TCA GGA AAG CCA GCC CAT GTC-3'; Ex-
on22 ¥ 3% = i1 755 bp, F#ESI 4 F F . 5-GAA AAC ACC
ATC TCT CAG CAC C-3', Fii#: 5-TGC CCT CCA GGT
TCA CAG TTA-3", LA LW R 51 ¥ty L S0 AR Wy 5 R A
AW A M. PCR M ARFR 20 pL, 415 10 X PCR ZZ #h K 2
pLs ELCF#ESI#45 1 wL(10 pmoD) ,dNTPs(4% 2. 5 mmoD 1. 6
pL, TagDNA REGF (R EFEAEWHARAARAFDO0. 2 pL, 55
F(25 mmoD 1. 2 pL. £ Tk 12 pL. B DNA 200 ng, PCR
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s(Exon22 % 62 CiB & 30 ),72 CHEff 30 s,3L 35 NMEH;
IJE 72 CHEAF 10 min, =9 F 2. 0% B M b L ¥k , IF 76 BE R
BAR T HRAR(E DL HA ™ 4 CRAFRFA .
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L PCR-RFLP #5232 & 3L B Exonl7 +168715C>T £
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FSH(mIU/mL) 6.19+1.56 6.67+1.56
LH(mIU/mL) 10.28+5.66" 5.10+1. 69
L/F 1.77+1.13* 0.80+0. 31
E2(pg/mL) 61.24447.83 49. 53452, 26
T(ng/mL) 0.70+0.05" 0.31£0.16
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12.5%.33. 3V Ml b 22 R TE S i1 2% 8 L (P>0. 05) ; {H /&, P-
COS 4 & R Z AR I N+ 16871507 S A E B CT+TT
B 63.5% , 5 T X BELH 9 45. 8% (P=0. 043) , 7 H H 2% &
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A A CcC 35(36.5) 14(40.0) 21(34.4) 26(54.2) 5 (50.0) 21(55.3)
TT 12(12.5) 4(11. 4 8(13.1) 6(12.5) 2 (20.0) 4(10.5)
CT 49(51. 0) 17(48.6) 32(52.5) 16(33.3) 3 (30.0) 13(34.2)
F R e CcC 35(36.5) 14(40.0) 21(34.4) 26(54. 2) 5 (50.0) 21(55. 3)
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62(64. 6) 21(60.0) 41(67.2) 23(47.9) 5 (50.0) 18(47. 4)
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B RH . &M% EBRS 2 RENIE T 1781
008 bp &b T>C KA, HX W REEA TR AE T4, H
o &5 R U B W AR T JE 5 A8 KR TR A, H 58 A8 R PCOS
BE R T IRA OB RZEEEH 17 5B F 251
PCOS H35 g &5 R0 KB 3G 0 o (5L 52 i g & 3% 32 1 30 B 437
MRk, AR AN, PCOS B R K2 A B F 17 1 1

058 fii mify C>T ZAM 5 PCOS B3 1Y BMI A ¢, [F] B fF 52
FW POCS B # IF A 57 18 B 0 5 B0, Siegel
L0013 PCOS AR AR 7 41 o CT+TT 3 K A4 ) 45 2 0 i
BT R BRI R BT S 5N R H R BMI & C
SRR BRI PR R RS 1 058 [ 2
A g2 PCOS Y 2 Az 5 . JUHAE AR AE RS PCOS B35 AT
B, LM PCOS B KB W a5 LR B ¥
Jié 1% 3% FH 1) 28 B0 2 40— JiE B NI 07 o e I 3R A7 AR SR I
17~21 4T 1548, P T 18 ~21 SR A I B A fuf 4 35 L1y
AR AR B 22 FlAN S 17 ()58 LK AT . & 4 B e
SR 17 AT I F X5 CAC1058-CAT1058, 5T b 4
DB 34 g i SNP, 28 48 I oK T 3007 4 i 41 202 (His) 19 1L
B PCOS i TT B4 1 R W] 0 &5 T X B4, TT B#K
CC BRIz JE i e i F oK Vi RS B E v 8. 5 Bk
IRAFM R RS EZAREFESNEF 17 191 058 LS £
AL PCOS WA ML B Lee 0 & 8l PCOS B4
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MR, ER 2B IR S R Z A E A 55 PCOS
1 22 95 ELA R G

A5 W o 2 I 05y 26 A2 A4 B 0 6 1 2 IR Uk i 9 M X
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5 PCOS KR K FR . B4R n PCOS 41 R 32 1k
F P EXON17+4168715 C>T (1058 {if &) 1Y 22 25 Pk H B R
B S IR i AR AR R T 4 CT B¢ TT S5 R R
IR (4 6 25 5 0T M 3L SOk 10- 12 TR S 45 R AHAF . T Lee
OO E N R 134 il PCOS & 1 BF 9% 9 R & B+
168715 C>T MBI 1Y 22 5 38R A W] B K Y BF 5 45 A1
SE 4 — B0, 3 0] RE Y RO o M X )1 25 5 A, AN AR S
Xof i i A2 AR 4176506 C>T FI+176525 G>A £ &
PEBF IR IR PR 2 5 Pkt BB AR [R] 1 B PCOS 41 £ 35
PEH U RN T R H 2 R B S E X (P>0.05),
H AR 4% BMI 45 5% PCOS f &5 — 4 4r 4l 4% . K 3 HE P-
COS JEHE 20 5 o 33X P AN A7 6 19 2 28 P B R W] 8 i T
IR, ZERA G E X (P<<0.05), +176506 C>T i+
176525 G=>A ) 2 35 M O 5 00 F 1 22 IR I W 0 M X, © 1 7E iR
5 RS2 R B E PE XA 9 A4 XF AR ST 0 R LR T A1 L 3X 9 AN
S5 IR A8 Y — 2 ] IR A R ST T B T T AR I O T Y R
PR OCHAE AL T RS 2SR T RES R R G B2k
REWHRAILEEAS 2, WKL IS R, @bl k34
SNPs [ BIF 58 i — 25 B0 W] I 5 3R 52 (R B R T e 5 PCOS /9 & 9
HAMXY: I H Y BMIA ¢, JLHZTE PCOS 4R JIE 1 & %
BeAh, A 5050 R BB & R 2 Rk B+ 176506 C>T
4176525 G=> AM L 2 AP A 7] — 3 191 b 35 28 [ Bsf o 2K
FCH SRS AR [F] L 3 BLR A R ER 43995 4 /9 Exonl7 4168715 C
>T 5w~ s [ 2825 (86 %0) . ik 3 4~ SNPs Z ] ¥l
FAFAE—E ARG BARHLENA R — B I S 4R .
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