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IR 59 ) 4B R 3k PCOS & F1EH 4 & Rk PCOS A, it o A %k E Rk PCOS 4 HA A= 4% & K% PCOS R4k HA 4. R
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ERART.CHEEARMEL 5 Rk PCOS 74 HA 43k, £ F L4 5 &L (P>0.05) ;45 Rk PCOS 4 HA 49 TT,
TC.CCAHAA T.CHFAZARMEL Xk PCOSAMILE, £ F L4+ 5 &L (P>0.05, %5 Rk PCOS4 HA 40 TT.TC.CC
ERAEEFERKTRRESTLEER% PCOS R4 HA 41, £ 5+ A %+ 5 & L (P<0.05); & Rk PCOS 4 TC.CC £ K
HEEFERRTE TTARARBEZ R, ZFAAHFELP>0.05), Fig CYPI7T &AW A > HIMEH R mEE R
#dak & HA 9%, CYPIT AR B3 TRV EHFHR 23R E5 %5 Rk PCOSH HA R AR ZH XK,
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Analysis on correlation between CYP17 gene polymorphism and hyperandrogenmia in Xinjiang
Uyghur patients with polycystic ovary syndrome "
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Abstract: Objective To investigate the correlation between the CYP17 gene polymorphisms and hyperandrogenemia( HA) in
Uygur women patients with polycystic ovary syndrome (PCOS). Methods 59 Uygur patients with PCOS were selected as the
Uygur PCOS group and re-divided into the Uygur PCOS complicating HA group and Uygur PCOS non- complicating HA group.
Meanwhile 18 Han patients with PCOS complicating HA were selected as the Han PCOS group. The polymerasechain reaction-re-
strictive fragment length polymorphism method was used to examine the basic group polymorphisms in the promoter region of
CYP17 gene. Then the correlation between basic group locus polymorphism and Uygur PCOS complicating HA was analyzed. Re-
sults There was no statistically significant difference between TT, TC and CC genotypes and T,C allele frequencies in the Uygur
PCOS non-complicating HA group and Uygur PCOS complicating HA group (P >>0. 05). There was no statistically significant
difference between TT,TC and CC genotypes and T,C allele frequencies in the Uygur PCOS complicating HA group and Han P-
COS group(P>>0. 05). The serum testosterone level in TT, TC and CC genotypes patients of the Uygur PCOS complicating HA
group was significantly higher than that in the Uygur PCOS non-complicating HA group(P<C0. 05). Serum testosterone level had
no statistically significant difference between TC,CC genotypes and TT genotype patients of Uygur PCOS group(P>>0. 05). Con-
clusion The distribution frequency of CYP17 genotypes does not increase the risk suffering from HA in Uygur women. Single nu-
cleotide polymorphism in CYP17 gene promoter region had no obvious correlation with Uygur PCOS complicating HA occurrence.
hyperandrogenemia
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LRI R LEGIE(PCOS) 2 —F &5 B EF IR L AN BF, EHHNXEF CYPL7 P —34 bp &b Z A M5 PCOS £

F UL IERE P9 43 6 R I PR 26 LA e R R L R R R
IMUAE CHAD CHEBR BT | 01 58 22 B 0 20 O L F B AFAE. PCOS
B 995 FR1 i AN W A o EG SR SR 4 Tk R Bt A% [ R AE PCOS 19 & i
HL A T 24 . CYPL7 56 R B 58 PCOS i BB 119 o i 2
2z —. Wickenheisser Z£M fiff 58 281, CYP17 3L A FUif S 3
FX T—>C A5 ge g 52 0 PCOS By EK I A, Budi 412 %t Ep
Je 45 fii PCOS £ HA BEZ MR E M. T—~C KA 5 HA %
YIAHE . CC F1 TC BB B E &4 HA L/ FE AR TT

HA 3¢ & 0 TF 5% 7 38 A BR F DU BE S 10 26 T 48 5 /R 5 PCOS
£ HA BIBFSE 20t A5 138 . i F PCOS R Fh ik 22 5 vk W ik
ABE 5 LA 4E B IR B PCOS £ HA B MR 4, B EHIT
CYPL17 3L 284 54 H /R PCOS f HA REMXR.

1 #RE5HE

1.1 —fgyekl #EHCH 2015 4F 5 A & 2016 4F 5 H ABiid ™
BHIZ L 4 E K% PCOS B3 59 BilfE N 4 & /R ik PCOS
20 .3 PCOS ff: HA 83 17 i (4 /R e PCOS ff HA 41) ,
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SEHAE RS (23. 886, 32) %, PCOS A~ HA 3% 42 fi] (4 &
JRHE PCOS A HA 4D FE 4RI (25, 344, TD % . Jihhik
B 18 L PCOS £ HA 35 1E U PCOS 4, - ¥ 4F i
(22.72£4.47)% . PCOS Wit 2003 4 ESHRE/AS-
RM A3 s COR & HE G125 I8 HE 519 5 (2) oy A 38 3% 0 1 R 32 3
O HA; (3) B 5 22 58 M A8 — ) sl X0 o 55 B 4% 2~9
mm, B B RS 12 ASA (D B ERBURIEF 10 mL, £F
A b3k 3 WA L] 2 Wiz, Bl T2 Wi PCOS, HA 2 Wibriff :
i B8 Ferriman-Gallway P A5 X B PE4 71K B 4045 PF 4, 1F
SIAMETF 6 4 8 LT BT 0. 75 ng/mLY . A kAR

4% LR WIARHER 12 1) PCOS [ 1 HA & ir i i
FELZHT 3 A AR AL E 258 . HEBRARE e RS
b MR B TN AR R 5 R R SR G A AR A 5 43 WA A R A b AR
Fim I EERE . BERKE PCOS £ HA 44 #% {2 5K
A% (LHD A2 B8 A= i % (FSHD L LH/FSH 5 4k & /R ik P-
COS A HA 4l I3 . 2 R LG 1T % X (P>0.05), HA7 7]
Fo bk s 45 R % PCOS £ HA 44§ . LH.FSH.LH/FSH 5
WG PCOS A . 22 5 LG i %2 L (P>>0.05), HAA At
P, WFE 1.2,

*1 H®ERIK PCOS BAEERRFMILR (L)

- i A iy LH FSH LH/ 1

(%) (mIU/mL) (mIU/mL) FSH (ng/mL)
HT R % PCOS 4 HA 4 17 23.88+6.32 11.21+5. 66 5.86+1.56 2.05+1.09 1.62+1.26
# 5 JR % PCOS A HA 41 42 25.34+4,71 8.3646.65 6.81+6.08 1.62+1.77 0.54+0.35
¢ —0.956 1.519 —0.614 0. 908 3.488
P 0. 343 0.134 0.542 0. 368 0.003

*2 #E/RIk PCOS f HA HF1XHk PCOS BEERF ML K (TL5)

26 5 n PR CH) LH(mIU/mL) FSH(mIU/mL) LH/FSH S0 (ng/mL)
4R HE PCOS ff HA 4 17 23.8846.32 11.2145.66 5.86+1.56 2.05+1.09 1.62+1.26
Wik PCOS 41 18 22,7244, 47 16.17+£13.16 6.85+2.93 2.144+0.88 0.64+0. 64
! 0.619 —1.395 —1.233 0. 304 2. 862
P 0.54 0.173 0.227 0. 808 0. 009

1.2 ®F 5% C1000™ Thermal Cycler PCR " 34 (X . %
JiE AR AX 35 W B 3% [ Bio-Rad 24 /], EPS 2A200 H1yk {1 H 3
E Amersham Biosciences 2\ @), A AP I DNA 42 B 7 &
H 3 [E Promega 2w F L 50 42 24 24 | BRI 2L 9 U0 B Ms-
pAl [ 1 H 3 [ Promega 24l 5| W& M H FigA TAYHA
H IR A SE R

1.3 I

1.3.1 EKFNE FAZMESE 2~3 RMAZ3 AR
LL B TE A 2 JR TR D 4 SR 45 R i K I . SR A 2 ROk
I PERTIRE =y i N

1.3.2 AWEER M (PCROY %A Promega 24 /) DNA
FHGAH S BE N 41 DNA, 514 B3 5'-CAT TCG CAC
TCT GGA GTC-3', Fiff 5'-AGG CTC TTG GGG TAC TTG-
3", PCR JZ W Mk & 25 pL. DNA #i4g 2 pL, MIX (1 &
dNTPs, Taq B 4 fF. MeCl, %)12.5 uL. E F#5I % & 0.5
pL K XFEK 9.5 pL. PCR 448 4 4. 94 “C W28 P 5 min;
94 “CAF M 30 5,57 CiB 2k 30 5,72 ‘CHEAH 1 min, 33 MEIHF ; &%
J5 72 CHEMf 10 min, ¥ I FEHIK /N K 419 bp,

1.3.3 CYPI7 SEE Z AR 5 3 PCR-FRIE Bk &
ZAMEE S TR . PR &P N T B MspAl 1 f§40 PCR 37 1
PRI R SRR 20 pL, PCR 7884 1 pL(1 pg/pl)
10X G 2 pl. ZWERE BSA 0.2 pL, FR&EIPEN VI 0.5 pL,
A kR 2 20 pL RS S5 BT 37 CIEIE KB EEYI 4 h,
SEREEY P T S AL 2B 1 206 B AR BRI 1 Tk, LR
180 V., HL¥iL 175 mA, 5 AMEERE LR AT W%

1.4 SEil2esbdt SRA SPSSI19. 0 A #E AT 4 it = b 3. 3t
PR T2 ORI B K BCR A « fide ., CYPL7 %
o B S5 B OR o #i38. FIH Hardy-Weinberg S £ 1
BB AT TSR A I B R A SR L SR TR 45 11 Logistic [l 5 434
T AT SR 2 25 5 4 TR R PCOS A SE M. L P<<
0.05 AESARITFEL.

2 & 7

2.1 CYP17 3% [H MspAl f¥I v S W A i CYP17
S —34 bp A TE T—C ff 3k B i), B =924 419 bp, HLH
R4 TT;CYP17 5[5 — 34 bp AbfAAE T—C B Hk & e 0, {41
FEM A B 4l F 295,124 bp B Wi FIZ2 4 F 419,295,124 bp
Jr W, BRI 3 51 0 CCLTC, WA 1,
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1 :M Jy DL500 DNA 4} FHRic# s 1.2 JE Ty TT:3 .4 3 8 1
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1 CYPI7 £F MspAl | I EEE 72

2.2 PCRWINFHESR AN RAL 545 8% — 20
TT BTG HE AL, CC BIAFAE A5 B ] T—C Ak 4, TC 5l
hRET. WE 2,
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A TT BB K CCHLC oy TC R,
Bz CYPI7EEPCRYE=MNFER

2.3 &4 CYP17 BN AU 434 W48 45 /K JE PCOS K
f HA 41 TT.TC.CC 3:H 4 & T.C % {7 3k [F 5 % 5 4k 7 /R
B PCOS f: HA 4l 4. 2 R L HK T F 7 L (P>0. 05); Uik
PCOS 4] TT.TC.CC M K& T.C 4540 3 [ i % 5 4 F /R
PCOSTE HA A, ZH LHKITF B X (P>0.05. I
%* 3.4,

2.4 CYPI7 LN B E M E T KFHE 485 KKk PCOS
f HA 4, TT, TC, CC 3% [H B 8 3 1l 75 = R /K 7 4 51
(1.4840.83),(2.17+1. 26) , (1. 35+0. 87)ng/mL; 4t & /K %
PCOS A HA 4w, TT, TC,CC % B A1 /i 35 1l ¥ 52 Fil /K SF-
435K (0. 5140. 37) . (0. 58 £0. 34) . (0. 40+ 0. 39) ng/mL.
P4l TT.TC,CC %[ 74 g 2 i SR KT L, 2 R 5t
2B L (P<C0.05) s B2 . TCLCC 2 B B A8 % 1M 37 22 i /K °F
5 TTHRHEAERH LK. 2R TSI FE L (P>0.05),

2.5 & %H Hardy-Weinberg V- f il 45 2R 4E5 /K& PCOS
f£ HA 4. 48 & /R PCOS A £ HA 41 f i & PCOS 41
CYP17 JE[F B M5 43 45 £F & Hardy-Weinberg 7 & it (P {8
351k 0.478.0.784.,0.984), L35,

* 3 H®ERE PCOS A HA A BB /Rik PCOS # HA A CYP17 BERESFR S HIn(%)]
B R Y S
2157
TT CC TC T C
4 F IR PCOS Ak HA 4 9(21. 4) 7(16.7) 26(61.9) 14(52. 4) 40(47.6)
4 E R JE PCOS £ HA 4] 3(17.6) 3(17.6) 11€64.7) 17(50.0) 17(50.0)
x 0.107 0. 055
0.948 0. 487
F4  WNERPCOSAH.#EREK PCOS# HA A CYP17 EEESFR S [n(%)]
H A 7Y SR
4150
TT cC TC T C
Pk PCOS 4 3(16.7) 7(38.9) 8(44. 4) 14(38.9) 22(61. 1)
4 FE R IE PCOS fF HA 4 3(17.6) 3(17.6) 11(64.7) 17(50.0) 17(50.0)
2 2.047 0.875
i 0. 359 0. 244
x5 & 48 Hardy-Weinberg M Rn(%)]
41531 EY TT cC TC e P
YT R PCOS £ HA 41 2 bR E 9(21. 4) 7(16.7) 26(61.9) 1.478 0.478
BB HE 11.5(27.5) 9.5(22.7) 21(49. 8)
4k R PCOS Ak HA 41 S PR AR 3(17.6) 3(17. 6) 11(64.7) 0.486 0.784
LRI R 4.25(25.0) 4.25(25.0) 8. 5(50. 0)
WG PCOS 41 S bR AT 3€0.17) 7€0.39) 8(0.44) 0.032 0. 984
R 2.7€0.15) 6.7(0.37) 8. 6(0.48)

3 i

PCOS i B 1 22 1 3 46 1 3R W K 3% i A% IR A9 2 .
CYPL7 R4 9 170 FRACTE/ 17 .20 ZEA Wi T LA £k 22 45 1
T 01 2 TR 23 030 2 Al Sy 178 2 s T TR L 17 2R T 3 i 2

(6] St 0 1 2 A Ay O S 3 e R R M s R . R AR R WL CY P17
FE —34 bp A B T—C Bl IEE e . (i 75 CYP17 J N 4 5 1
T AT 51 HAST - Li 255993 318 44 o 6 DU £tk i BF 98 &
B, AR CYPL7 f i £ 45 PCOS (1 & A= H 1M H
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KM B S5 m PCOS /% 1 I T 52 i A 5 2 48 H0 K.
T i 21 S U0 ek [ P A A B ST AT T Meta A3 8T, 25 R R B
CYP17 3£ H —34 bp fi g1 CC FEFE B T PCOS ) 5 Itk .
i P SN 5T R T A — B0 A R CYPL7 3] — 34 bp &b
T—C A= 8 I AR5 PCOS K 1 5 ;B¢ F CYP17
BL A Z AR BN PCOS W 5 Bebk =6 5 HA A %1 B
F— BAFTEB KM A5 . P 26 F AL A5 i BF 5 8 S PR 7
T2 A 5 T PCOS FE A [R] 114 3t 480 AN [ 1) ol 7 [ A5 S [) 69 11 IR
FRO SO YEAR L 485 R IE PCOS B3 L HA Sy 338
Fem AT IR CYPL7 /524 B 9 2 R, 58 % 37 5
YR PCOS f HA B8 o 5 it .

A5 45 B B R - 45 R PCOS R HA 41 TT. TC,
CC FE B J T.C % J R R 5 4 T /R i PCOS ff HA 41
R, 2 R LG5 X (P>0. 05); 3% PCOS 41 TT,
TC.CC £ HM A Je T,C S B 5 48 F /R PCOS £ HA
HILE, R TG X (P>>0. 05); 48 /K % PCOS K
HA 41 .48 5 /R % PCOS £ HA 41 . 3LjK PCOS 41 v & 43 3 [
T A1 C (¥ 35 PR3 56 43 5 S 52. 4 % M 47. 626,50, 0% FI50. 0% ,
38.9% A1 61. 1% . XFEW TR D HE PCOS ff HA i iF &
HEFH /R PCOS f HA S #OMm F & 4 88 Ll iy C 40
FEP . RO E B DG PCOS £ HA B35, TC H N B &
Z2,.CCIRZ,TT & s Wi 45 /R PCOS ff HA 3% 1, TC
SR L TT M CC R B AR A, 22 545 7 RE 2 i
TG Z A ZESN WA e R TR ERARA R,

B FE & . PCOS % CC L B &Y I 7% 22 B K F 5 T
TC.TT M8, R CYP17 2 H — 34 bp 4 T—CHi 3 & % 5
HE I IE B 9 3 35 58 A0 PA50c17- 1T [ % o 388 , 1E 1 5 8 P-
COS fF HA W I 01, A B 58 45 - 8R4k 5 /R 1 PCOS
£ HA 41 TT.TC.CC % K R g 2 i 7 52 i 7K S B 0 vy T 4
BRI PCOS N HA 4, 2 7 G4 8 X (P<C0. 05) ; 4t
BRI PCOS A, TC.CC HE BRI B F Mg T /K-F5 TT &
AR LB 2 R BT 2 B L (P>>0.05) . X5 R #F5E
ZEIRMFIE A Li fT B3 0 i ge 4 R — 5

g5 TR IEE B R WA 2o . CYP17 B[/ — 34 bp 4 T—
CHiE AR —H W2, AT REA & PCOS 1Y 3o R H , % 4
B C B ARA B R H CC 3 N R R 380 2 /R i 10 4
B HAWRE ., CYPL7 FH 8 F XMW R R E St S
4E T IR W PCOS £ HA 1 & A JC W 8 A Gk .

2% 30k

[1] Wickenheisser JK, Nelson-Degrave VL, Mcallister JM.
Dysregulation of cytochrome P450 17alpha-hydroxylase

messenger ribonucleic acid stability in theca cells isolated
from women with polycystic ovary syndrome[ J]. J Clin
Endocrinol Metab,2005,90(3) :1720-1727.

[2] Budi W,Evi A,Dwi A, et al. Relation between CYP17
polymorphism and hyperandrogenemia in polycystic ovar-
ian syndrome[ J]. Indones J Obstet Gynecol,2011,35(1)
1-7.

[3] Chang J,Azziz R, Legro R,et al. Rotterdan ESHRE/AS-
RM-Sponsored PCOS Consensus Work

(2004) Revised 2003 consensus on diagnostic criteria and

shop Group
long-term health risks related to polycystic ovary syn-
drome[J]. Fertil Steril, 1994,81(1):51-52.

[4] Azziz R. The evaluation and management of hirsutism ob-
stet[J]. Gynecol,2003,101(9):955-1007.

[5] Simoni M, Tempfer CB, Destenaves B, et al. Functional
genetic polymorphisms and female reproductive disor-
ders: Part 1. Polycystic ovary syndrome and ovarian re-
sponse J]. Hum Reprod Update,2008,14(5) :459-484.

[6] LiL,GuZP,Bo QM.,et al. Association of CYP17A1 gene
-34T/C polymorphism with polycystic ovary syndrome in
Han Chinese population[J]. Gynecol Endocrinol,2015,31
(1):40-43.

(7] WRWR L0, KN, 3R A2, 56, CYPLT SRR 2 451k 5 2 9 0
HEAMERRIRGIEM L], b B R Tk B % 25,
2016,19(11):1615-1620.

[8] Guo M, Chen ZJ,Eijkemans M]J, et al. Comparison of the
phenotype of Chinese versus dutch caucasian women pres-
enting with polycystic ovary syndrome and oligo/amenor-
rhoeal J]. Hum Repord,2012,27(5):1481-1488.

LO0 ARFK. 7 5 75 4 3t X 48 5 R e DU 22 92 B S 45 G AL 7 i
RWF5E D], & & ASF - i BERR 2, 2010 1-62.

[10] DiamantiKandarakis,E,Bartzis, et al. Polymorphism T->
C(-34 bp)of gene CYP17 promoter in Greek patients with
polycystic ovary syndrome-similarity with the gene for
P450c21[]J]. Fertil Steril,1999,71(3) :431-435.

L11] 8mn. b [ DUV 2 2200 BL25 5 1R i CYPL7 JE R £ 35
PO LT, HM 22240, 2005, 40(3) :439-440.

[12] T NARNE AL Z R0 R L5148 CYPLT JEFH 238
5 R AR e B S (DL TF R < L AR KA, 2007 1-
34.

fcha B :2017-03-14 & E H 8§ :2017-07-03)

(456 3108 11D

[8] Jain S,Das S,Gupta N,et al. Frequency of fungal isolay-
ion and antifungal susceptibility pattern of the fungal iso-
lates from nasalpolyps of chroni-c rhinosinusitis patients
at a tertiary care center in north India[ J]. Med Mycol,
2013,51(2) :164-169.

[9] stoRl 7. WR 55, AR i AN R 22 il %5 0 r D B 12 i Oy Bk

[J]. G IR K 36 24 75 2015,33(6) :450-453.

(107 MWy 250, IS, 2. (1-3)-p-D B S LA H &R
BT TR A £ 2% 1k B T g e iy 9 AR LT . B A
PR ,2016,37(1) : 71-73.

Wi B #7:2017-03-22 &8 B 1 .2017-07-11)



