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T figt e DS X DU A TRB3 SRR F +251A/G (3L R BIAR1  BRITIZ IR N 2 50k 5 24
YR ELZRGAE (PCOS) B HABAR A R & RIRPT A AE M. ik

o7 FH 5 5 Tl S - FR o P e B I B 2 25 Y (PCR-

RFLP) J7:%f 139 {5] PCOS f53% 1 120 {4 iE % % #8# TRB3 JL[R5E 2 SME T +251A/G {of 15 HEA T3 R 43 80, [R] i pE A5 A0
W2 R ACIHEFR BRI, X4 4 107 6] PCOS S35 1 20 46 1E 3 %o BR A7 150 I 5 - IE M A9 Mt de se . 25 TRB3
R +251A/G LA ML S M 3 R A AA AG GG Jii R 7E PCOS 4154351 62. 59% .33. 09% 4. 32% , 5 %t Ha 41
(60.83% ,36.67% 2.5% ) M., 22 R G T#7E X (x° =0.88,P =0.64) . PCOS 41 1% HA 41 2507 3 PR R 53 A 22 AR G 48
B X (P =0.99), PCOS 21 AG/GG FE:[H %I LDL-c F1 HDL-c 7K B AT AA JLPIEI(P =0.028 P =0.036) , 458
TRB3 [ +251A/G Z35 M5 8 Bl X UK ABFZ BB ER LR AR R AETE06 (HT g5 PCOS M mAR AN EEELA XK.
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Correlation of TRB3 gene +251A/G polymorphism with polycystic ovarian syndrome .
a report of 139 cases in Chongqing Han population
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[ Abstract ]
lation from Chongqing area, and to explore its correlation with polycystic ovarian syndrome (PCOS) , glycolipids
A total of 139 PCOS patients and 120 matched normal subjects
were genotyped by PCR-restriction fragment length polymorphism ( PCR-RFLP). Waist circumference, hip
circumference, body mass index, plasma glucose, serum insulin, lipid profiles and total testosterone were
measured. In a subgroup of this study, the hyperglycemic clamp technique was performed in 107 PCOS and 20

control subjects to evaluate insulin sensitivity. Results

Objective  To investigate the genotype distribution of TRB3 exon +251A/G in Han popu-

metabolism and insulin resistance. Methods

The frequencies of AA, AG and GG genotypes in
PCOS group were 62.59% , 33.09% and 4.32% respectively, and in comparison with those of control group
(60.83% , 36.67% and 2.5% ) , there was no significant difference ( Chi-square value =0.88, P =0.64).
The allele frequencies also showed no significant difference between the two groups (P =0.99). In PCOS
group, the LDL-c and HDL-c of the AG/GG genotype were lower than those of AA genotype (P =0.028, P =
0.036, respectively). Conclusion  TRB3 gene +251A/G polymorphism has no correlation with PCOS in
Han population in Chongqing area, but it may be correlated with dyslipidemia in this population.
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AT S FACPT MR AT R
PCOS Jz HACH 5 A7 ST F i [ A A1 i 20 DL 4fE o
AHIESE T it e R D DX DU A FFZ AL i 7 e P 0
WIS IR S PCOS J L JB 55 AT MR AL
R AR

1 &5H%

1.1 #AFRst%

W4 2007 4 11 H 2% 2010 4F 1 75 8 B BE R K22 R 46
— [ B bR} i B AR A b RIS B PCOS B3 139 44 ( PCOS
) AENE (25.48 £4.37) % ST 2003 4F FE R HRRE "
FRBHBZE 0 fe R 40 £ 120 9] (IE % 6 B4, 4 i (26. 23 =
3.14) % FFA UL R AR A R IE% , B2 B e KW, irf
BT 5 T Db DX U AR L3 3 A A IR ik i 2 26 25
TR 2GR LA 0 v 8 28 0 B ) 1A 40 I8 4
ML LRI R AT Sy WM 25 (b e | B L 2
L | FFUR R T 00 L R 45 . W97 RA TR B T & 5 &
e, BFFE 0 G 2 B A R 4
1.2 ik
L2001 it BARMR A R IR G 0 A BT
FERFGHEATIoT S0 380 1) B VA A6 7, 2 ) ik 8 T
BT L0 I 5, 80 0 45 % ( BMI) = A ik (kg) /5
B (m?)
1.2.2 AEARIBRRIEM I AR S T A 258
553 ~5 ROMZFHAEMIY) HEAT OR 75 ¢ 3 %5 -t 50 56
(OGTT) , §4 12 I kY P T3 UL R 24 DNA B A= Ak 4 e
SE o HATHIXT A 107 5] PCOS #5251 20 {31 1F 3 X BB AT 15
Tl 85y 25 - E A A 2 S AR A5 28] 120 ~ 180 min 24 1L
AR (M120 — 180) A B i 22 MURUE" " o BN S SR 48 76
R AL T: 5 19205 20 RS2 R 5 SR AL 06 ok 5 IR 02 R
2 AL E IR . B www. ocdem. ox. ac. uk T #k
HOMA2 {15548 (V2. 2) 115815 5 3 43 0h T BE 45 4 ( HOMA2-%
B) A ZHEHTHE S0 (HOMA2-IR) .
1.2.3 TRB3 JE[H +251A/C MM BB SRR
IR - PR 8 BE K B 22 25 ( PCR-RFLP ) K 356 PR 84, 4 o il )
S PR3 1 I FESE . (DPCR 514 : B 5'-GGCCACCAAG-
CAGTCTCAC-3", T i 5'-CGCCCATGATCCCTAAGTTC-3' ( |
PET A TR R 55 A BN B A ), 4 38 77 ) 9594 bp.,
@PCR JZ W 1K £ 25 pl: f14% DNA Btk 4 pl, B F W51 9%
1 wl, PCRMix ( J7H 25 B 2E W B4 A FR AT 12,5 pl, W
K 6.5 plo BPCR fEHS5.94 °CHIASE S min, 94 °CARM:30 s,

65 °CiB & 30 s.72 CIHEM 30 5,30 MERSS, F 72 C LA LA
10 min, PCR 4" 3479y ] 1% SRS WHEE IS FlL ik kil . RV : [z
WARZ 20 wl, Hod Msp T (TaKaRa /A &) )1 wl,PCR ;=4 4 pl,
37 CHF 4 h, BT F= 1 2% Bx A5 A B I Fi Dk a2 4 A6 00 5 5
FEFEPIRY, X 10% BYRE AR E B gE AT SRR 48 L — B0
7 100%

1.3 %itsr%

NiFH SPSS 13.0 Gept#i i, TR R LA & = s o, T
BLLE 7 R R, JEIER S %k (FPG.2 h PG, FINS,
HOMA2-% B . HOMA2-IR \TG) 2t log X %4 % # i 1E 25 43 A %% Kk
JE FEEAT AT, A LB xR 52 2R HLAH ¢ R g s by
P00 Mo LA LI % M 6 4 18] 35 D9 JR A5 6 0 A 2 75 45 A
Hardy-Weinberg ( H-W ) 35 /% -4 .

2 HR

2.1 —fls R FA
2 AR S W4 e (SBP) (&7 K e (DBP) R IHE EE (TC) |
5% B2 i 25 1 M [ 1 ( LDL-c ) 2 5% J 5 2% % X, PCOS 4
BMI B LY ( WHR) |\ 22i (T) \HOMA2-IR ,HOMA2-% B, H il
ZHE(TG) 25 E M K (FINS) (23 I LB (FPG) Al OGTT 4 171
fafJG 2 h MLAE (2 h PG) 40 & & F X AL (P <0.05,P <
0.01) 7/ M120 - 180 , /= % & g & 1 JH [& 5 ( HDL-c ) BH B Ik F
XHRZAL(P<0.01), WFE1,
2.2 TRB3 £ B +251A/G % &MBYd KB 5547
PCR ¥ 14 7= 594 bp, 2 FR&IPE N U1 Msp 1 7K fi#t )5 3k
153 2 KR 297 bp EEY) 7 BL, I AA (AG 1 GG 3 Fpkk
HAR(E ) o

GG AA AA AA AA AG AA AA AG M

«2 000 bp

<1000 bp
<750 bp
<500 bp

«250 bp @

594 bp—
297 bp—
G G C CC T

AA FEAHY
GG CCcCT

G G CcCccCc T

ﬁﬂ Q““F“' GG FEHHY

E 1 TRB3 EH +251A/G L KEEIIER K (A) RAUF 5347 (B)

%1 PCOS AFIEEMRA—MKIGREZ LR FHEIRILER (v £5)

25 n W (R BMI( kg/m?) SBP( mmHg) DBP(mmHg) WHR T(ng/dl) FPG(mmol/L) 2 h PG(mmol/L)
IEWXTHEZH 120 26.30 £3.20 21.08 £2.29 110.60 +8.91 70.78 £7.53 0.78 £0.05 41.86 +£19.81 4.96 +0.37 5.55+1.07
PCOS 4] 139 25.48 +4.37 23.62 +4.36" 110.83 +10.98 69.58 £9.53 0.84 £0.07" 58.96 +29.39P 5.19 +0.60" 7.15+1.95"
M120 - 180
H ) n FINS(mIU/L) HOMA2-% B HOMA2-IR TG( mmol/L) TC(mmol/L) LDL-c¢(mmol/L) HDL-¢( mmol/L)
[mg/ (kg + min) ]
IEWXTIEZ 120 6.79 £3.24 96.12 +29.98 1.01 £0.48 12.08 +1.78 0.78 £0.42 4.40 £0.64 2.11 +£0.45 1.37 £0.27
PCOSZH 139 10.38+8.72"  114.48 +60.62° 1.52 £1.23" 8.25+2.92" 1.26 +0.73P 4.24 +0.87 2.07 +0.68 1.09 +0.24"

a:P<0.05,b:P <0.01, 5 iE5 3 4L b 4%
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2.3 TRB3 A H +251A/G {3 & 3k B A fo 545 3L B &
i S

TRB3 FE[K] 251 {37 g 1) J5 PR R4 2873 A0 6055 161 20 X FE 2
Fi 4454 Hardy-Weinberg “F-4 (P >0.05) , AA AG.GG 3 fh3k
PRI R 43 A 7 PCOS LR R4 ] 25 S B G023 38 L () =
0.88,P=0.64) A G %57 5L A 245 4 7F PCOS 20 F1 %) FE 20
BZR R #E2ZR(P=0.99,%2),

#2 TRB3 EE +251A/G i mMERBEREMERSH

R[4 (% ) ]

B B ( PKB/AKT) 45 4 1760 i 5 25 % Akt 9 3% 0 1
FH, ST Akt %R 456 11t GSK-3B fIRE R AL,
U MEDRE D 1O R 15y 208 A A WA , 6 I Iy R PI-3K
S SOl B P i 2 MR ERT " TRB3 i
AT AR T C/EBPB PPARy %, 55 i i 41 a1k 1ft
N 5 S DA OE 7

ABFFARVE T TRB3 B +251A/G Z 54
PCOS Y32, 45 5 51 TRB3 L[ +251A/G i A 14
3 FPILET AA AG GG J12%% J 265 37 35 PR 3 5 40 A 1

" T EEN ‘ - o
EHATEAL 120 73(60.83) 44(36.67) 3(2.5) 190(79.17)50(20.83) 5 R IX DO NG PCOS &Aook, HATHIbF
PCOS 41 139 87(62.59) 46(33.09) 6(4.32) 220(79.14) 58(20.86)

2.4 TRB3 AR +251A/G 42,5 R F A& B A s K ZAX,
AR Hh AR

5 2250 B A IE AR % . BMIL J5 , PCOS 24 AG/GG H:[H Al i
4 19 LDL-c Il HDL-c KB BAIKF AA JEH A (P =0. 028,
P =0.036) , Mixt B4 H AG/GG 3 H %) LDL-c 1 HDL-c 5
AA FERAL U TE 22 5 (P >0.05) o 2 4 AG/GG B:[F ALY
Wi Fe L &7 5K L S£ FR, FPG.2 h PG, FINS, HOMA2-% B,
HOMA2-IR \M120 — 180 TG . TC 5[a]2H AA H:[H B b4 Te 481t
FFEF(P>0.05,33),

3 iTig

WY B PCOS 4] BMI L S2i  H il =g . FPG .
2 h PG IR 5 R \HOMA2-IR 78] g /& F % B 41,
M M120 — 180, =y % B A A 11 I [ st B b 1T X6 R 4
$2R PCOS LUANHHEMZE TS i A IR IE BEARFC 5
ZAL RS Z AU A PCOS il KRR I

TRB3 A 7 i F AN YL A 44 20p13 - pl2.2, 4>
K 16 896 bp {5 4 AN TR 3 W& F, HETTE
Yt fk 20p13-pl2 5 A s 2 RUME PR 95 F1IE JiE AR OC
BEH TRB3 S — 4> H A T 0k 0 45 3 B 1) 2
T, AT Z A2 E R, BT DUR 22/ 95 S R B 1

F B RNZALE 285 PCOS Fixt HRZH A HOMA2-
IR \FPG .2 h PG FINS %34 Jg W] i AH O, /& B 15 & -
1E R AR e AR [ PR A TA B DA 1R 5 AR )
SehnifE , FRATTIR R & BLZ A 5 2 250 5 PCOS Fix) R
4IM120 — 180 A5 B ik SCEF | $477% TRB3 3 [H +251A/G
Z AR AT B DM X DU A PCOS FIE & IH 401y
i 5 R AR 45 6 56 . Prudent 257" 75 G
M2 5 Z M N2 2 BUBE PR e 04 5 AR P b AT T 7
HPHEET I SL I, 45 R R I R UBMETE GG LAG AA
3 Fp DR B PR T AR UG U5 7 645 (51 B R s A
AT A B, 5 AA FER AL Z I i, AG/GG 3
PRI 52 10 %) IR 7K1 S 35 T vy i 8 2 A A 9 K
WEREAL, KAWL R 5 Z AR, H5E RN Shi
28 HE 0 TRB3 JEH +251A/G £ 2505 1F % A8
S Z AU T2 X T BB AR HEAC I A
AKX,

PCOS 4] AG/GG FEH #1741 LDL-c 1 HDL-c
AR AT AA SERR AL, I H 22 R A Gt 8 X, 1
SRR X Fh 2 5 A B, R G A i
PCOS B MIGICHEZETLA o Prudent 257 LB 2 7
B PRI H 2 R AR Y HDL-c ZKF-7E GG (AG (AA 3 Fiik A

%3 24 TRB3 EF +251A/G (L Z A EHEER R BEHEIRILE (mmol/L, x +5)

245 FEHE n F(2) BMI( kg/m?) SBP( mmHg) DBP( mmHg) WHR T(ng/dl) FPG(mmol/L) 2 h PG(mmol/L)
ERWXTEA AA 73 25.86+2.89  21.07+2.34  110.77+8.73  70.32 +8.02 0.78£0.05  41.85£20.56  4.98 £0.41 5.57+1.12
AG/GG 47 26.91+3.62  21.14+2.23  110.62+9.35  71.83 +6.62 0.79 +0.06  41.55+19.00  4.93 +0.30 5.53 +1.01
PCOS 4 AA 87 25.09+4.53  23.55+4.49  112.89+11.38 70.05+10.48  0.83+0.07  56.07+30.33  5.23+0.67 7.10 £1.89
AG/GG 52 26.13+4.06  23.73+4.18  108.53+10.19 69.06 +8.47 0.85+0.06  63.98+27.25  5.13+0.48 7.22 +£2.05

205 JERA n FINS(mIU/L) HOMA-2% B HOMA2-TR M120 - 180 TG ( mmol/L) TC(mmol/L)  LDL-¢(mmol/L) HDL-¢( mmol/L)

[mg/ (kg - min) ]

ERXTEA AA 73 7.00+£3.43  95.89+27.58  0.52+0.06 12.04 +2.33 0.83+0.45 4.35£0.62 2.08 +0.45 1.35+0.28
AG/GG 47  6.40+£2.99  95.53+34.00  0.43 £0.06 12.131.12 0.72 £0.36 4.45 +0.64 2.14£0.45 1.38 £0.26
PCOS 41 AA 87 10.67+9.55 112.73+60.14  1.56+1.36 8.45+2.93 1.20 +0.70 4.33+0.93 2.16 £0.71 1.12 £0.26
AG/GG 52 9.89+7.18  117.42+61.94 1.46 +0.99 8.00 +2.91 1.35+0.78 4.08 +0.75 1.93 £0.60° 1.03 £0.21°

a:P<0.05,15 PCOS 2269 AA A B A bix
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FRIAMAR AR U, 117 TG B e i, H 24 55 BoA 40t
SR, Gong 2 CHRIE AN LR A ANBER GG JE A
RIHEAT E TG\ TC \LDL-c 7KV {2 35 T AA FEP A 1
HDL-c /K & KT AA JERRL, FRATH It & BE
PCOS 4 AG/GG JE[HRIHE # TG /K5 T AA JLH
R 229 B Gt 208 X 53 Ah, Tl 138 & B PCOS
20 AG/GG FEH B 77 44 1) LDL-c /K ELT AA

FE[RA X 5 Gong 45 R IE AR —Br, 1B R
JEH B AN E , iR S BRI E P 2 L N S PR SE A

FALRVE R B 22 PE AT X 52 10 4F % 4 ) R A 152
FEA S, Qi AP0 K TRB3 Wit E3 32 & i f
(COPYL ) {12 HE G R A3 B PR 328 il 2 ToE i A SR AL T
(ACC)¥Z 20 R ife , 38 0 A 5 (9 16 3 A , Dok 0 i
JR G4 A Takahashi 2510 % B 3T3-L1 Hif i i 40 v
T IA R TRB3 545 s 1 PPARy A H.AE I, 4 iH
PPARry % 533 P R I DR e 3k, S 85008 s 4 i 434k
FEIR B AZBH , TG e FE R, FRATTHEN TRB3 251 47 45
A—G BRI AE BATAE BT TRB3 hfg ks, 0 T
H:5 ACC ,PPARy Z64EH, 75 PCOS MM AR R i 2= 8L 1Y
KR T —ERER .
2% PR, TRB3 3 [A +251A/GC 25855 EE

P X B N TE PCOS B % A e LI i B ARBT T X,
fHRTHES PCOS B EH MR ZEALA ¢ AR
BE?EBHH;DNM\%# TRB3 JL[H +251A/G £ 254
5 PCOS N HAPRE R XLRETHFY KEAREELZR
W 2 X AT 2 IR AR ST 5 5 AN 58 A B L
TZEER—NZ 5N s, b Z B SRS
PCOS 5 KRB A FF Tt — D04
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