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HWE . BN ARERE RSN EESTRDRME. BRM, FEDRGZ Rl £ EIF L5648
(PCOS) Kymth% %, F7ik 44545 A2 F-SD RMREMAIF R E2 AT AB M AERL (HFI4), & RAHIL
G 4L (HFIZL) Ae B FIER40 (NCL), & 1541, WERESA-TRENBRAE AR AREAH P B,
EM A (FBG), MM HE (FINS), MBEaukdss (ISD, MBERLEH (HOMA-IR), Hib =8
(TG), #hikert2ikis (IPGTT), MBEHFRE (IRT) &R, FEBEIFEMEENRK, HFRAMEHEN Y
ek (A (B2). FgE (P). WEAKRARE (LH). 28 (T) ], £A Logistic % FLENA 5 H PCOS A
AR A, R HFI4., HENAsEHENCAK (P<0.05), HFI4 HFI41K (P <0.05). HFI4L,
HFII 21 FBG. FINS, HOMA-IR., TG /K-F# NC 413, ISI4 NC 4% (P <0.05); HFII %8 FBG. FINS,
HOMA-IR., TG/K-F# HFI4 &, ISI% HFIZU4& (P<0.05), ZAfik, MG ELE, ZRA%TFEL
(P <0.05), HFI#L, HFI2L¥AF 97 £ AR R A HENC A K, HHFI&HFIZA K (P <0.05), HFI£L, HFII 44
HE2. LHENCAMK, oF THRNCHZ (P<0.05), HFII4 & E2, LHE HFIZ4K, @& TR HFI4 S
(P<0.05), SMMpAFhFPILiR, ZHFALHFEL (P>0.05), HFIZL, HFIIA¥F3B-HSD1, 3—HSD2.
3B—HSD5, 178—HSD1%5a —R1 mRNAZ NC4L% (P <0.05), HFIIZL& HFI4 & (P <0.05), ,Lz R%—
% Logistic ©1)3 541, E2K-F [OR=0.381 (95% CI: 0339, 0.428) | & PCOS#Z# B %, FBG [OR=2.740
(95% CI: 1.743, 4306) 1. TG [OR=3.527 (95% CI: 2.116, 5.879) ] A TKF [OR=1337 (95 %CI:
1.294, 1.381) ] ZPCOSHAERE X, &it ZHMWBHRELRETIRTRE. MRMFFF, FERIFELS.
TR E, A FRAEPCOSHAREIEEF, HAUh TS IS A B FOA R %
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Effects of maternal high-fat diet exposure on glycolipid metabolism
and ovarian function and its relationship with polycystic ovary
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Abstract: Objective To study the effects of maternal high-fat diet exposure on glycolipid metabolism and

ovarian function and its relationship with polycystic ovary syndrome (PCOS) in female offspring rats. Methods
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Forty-five Sprague-Dawley (SD) pregnant female rats were selected and divided into high-fat diet during pregnancy

group (HFI group, n = 15), high-fat diet during pregnancy and lactation group (HFII group, » = 15) and normal diet

group (NC group, n = 15). The proportion of cells of each stage of sexual cycle in vaginal smears, fasting blood

glucose (FBQ), fasting insulin (FINS),

insulin sensitivity index (ISI),

insulin resistance index (HOMA-IR),

triglyceride (TG), intraperitoneal glucose tolerance test (IPGTT), insulin release test (IRT), ovarian morphology and

organ index, and the levels of serum reproductive endocrine indicators [estrogen (E2), progesterone (P), luteinizing

hormone (LH), and testosterone (T)] during anoestrum in the female offspring were detected. Multivariate Logistic

regression model was used to analyze the factors affecting the occurrence of PCOS. Results Compared with female

offspring rats of NC group, female offspring rats of HFI group and HFII group had longer estrus (P < 0.05), while
female offspring rats of HFII group had longer estrus than those of HFI group (P < 0.05). The levels of FBG, FINS,
HOMA-IR, and TG in the female offspring rats of HFI and HFII groups were higher, and the ISI was lower in
comparison to female offspring rats of NC group (P < 0.05); the levels of FBG, FINS, HOMA-IR and TG were
higher but ISI was lower in female offspring rats of HFII group compared with female offspring rats of HFI group

(P < 0.05). There were significant differences in blood glucose and insulin among the female offspring rats of

distinct groups (P < 0.05). The organ index of ovary of female offspring was greater in HFI group and HFII group

than that in NC group, and that in HFII group was even greater compared with HFI group (P < 0.05). The serum E2

and LH in the female offspring rats of the HFI group and HFII group were lower, but the serum T was higher in

comparison to female offspring rats of NC group (P < 0.05); the serum levels of E2 and LH were lower whereas

serum T level was higher in the female offspring rats of HFII group than those in the female offspring rats of HFI
group (P < 0.05). Besides, compared with the female offspring rats of NC group, the 3-HSD1, 33-HSD2, 33-HSDS,
17B-HSD1, and 5a-R1 mRNA were higher in the female offspring rats of HFI group and HFII group (P < 0.05),
while those in female offspring rats of HFII group were higher compared with female offspring rats of HFI group
(P < 0.05). Multivariate Logistic regression analysis suggested that E2 level [OR 0.381 (95% CI: 0. 339 0.428)]
was a protective factor for PCOS, Whereas FBG level [OR 2.740 (95% CI: 1.734, 4.306)], TG level [OR 3.527
(95% CI: 2.116, 5.879)], and T level [OR = 1.337 (95% CI: 1.294, 1.381)] were risk factors for PCOS in female

offspring rats (P < 0.05). Conclusions Exposure to a high-fat diet can cause abnormal glucose and lipid metabolism

and changes in ovarian morphology and function of emale offspring rats. Thus, maternal high-fat diet exposure is a

risk factor for emale offspring PCOS, and its mechanism may be related to the dysregulation of androgen-converting

enzymes.
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it (polycystic ovary syndrome,

AN A5 E SR FEEFERY, T PCOS N5k
B%&&W“ FEM. B R, EBAREZALS
B, HAMAE . RIRHLH I PR3 B A

. BV R R AR, G SRR R B, 4
TR WA M R BML A . MR B i i R i &
ME, JFICE S B PCOS, RS PCOS &k H
Ak, HHERHLE MRS, BT PCoS
MR %, (A FRZRFAERF 22 & i )
o, XEBFEMBRECEARL, HZ @B AR,
Xt e A R R R BOR VR I B 5D . AR AR T
SERE L BRI /N R OP R TR 5 PCOS &
RHLH SO, REWM T .
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1 #REFE

FEIRLH LR

Trizol (b 5 X FEF AR AR A A,
M-MLV Reverse Transcriptase (RNase H) . 5xRT
Reaction Buffer, ddH,0 (DNase/RNase Free) (3 H
/A7), RNase Inhibitor, dNTP Mixture
(e REEWHEARAERLA), 50xROX
Reference Dye. 2 x All-in—one tm qPCR Mix (EH
VAZYME A 7 ), Ex Taq TM. DL2000 DNA Marker
(HZR TaKaRatkX24t) , 5147 i st RN AR Y
ﬁﬁﬁ@&ﬂ%ﬁ;%ﬁﬂ%ﬁ%i%ﬁ%&(ﬂ$
HaztkaUostt), P Gin L2 A w]),
DAL (SEE Eppendorf A A ), HFFE ([ 33431%
AR F), RM 2016 55 X B U] AL (1

1.1
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Leica A H]), VIR J) (HAPEAH, R35—IKMET]
R, JK-6EW A UpERE Al (sl S A B
AT, BB RSB (RS2 A R
A, BXS3HAEY WM (HABARE kX4
#1), QuantStudio 6 I 52 B} 5% % & & PCR X (%
ABIATD), e (s FE R A A IR
ocn]), BIVERZK S (AL mi KU R A R
SNED, S (EEE LG AT, AJY -0501 A4
afiZkA (EELRHE AR, pHit (F5E Metter—
Toledo GmbH /A H] ), HLFRFEFR (b5 3% L FI Hi Y
WMARGARAT), LI (AEaT B BRI Hik
WRARAF).
1.2 KEENY

4 JE % SD B (7 i 5 BL K 2% sl ) S 56 vty )
[SC8 S W Al 3IES . SCXK () 20130001], SD
BUE N PSR LR S, MRS - 1 5%, R
JE 20 ~ 23°C IR 40% ~ 60% , [ ik, 4 HOGR
12 h, M¥r<60 dB. ¥ H 5 = WA 45 T8 M BUA o
R, AR — 2R A 3 A AS [ LT R RS
TR, M HICHERSE 1 X, RIERE LS
GRS, B2 R IRE T . W 25T i
TR R R R R A s S Ly, R AT
Wi 62% . N 13% . 55 A B 25% .
1.3 44

W B 3Z 22 S B AL 53 A B N s BR W B £ 2 (HFL
4) . EN LSRR E A (HFIL4) FE
WIEE4 (NC4l), H4115 K., NCH LT
DR, HFTL 2 AT R 91 245 7 = R J07 i)k, HFILZH 4T
DR . W LIS T s BRI R . IRDEL Y I A R
St PR B R A s Wy S g oy, 3 3 R A AR ) T
WEX62% . NG 13% . BEFFI25%, HWiIAGF. &
R R G BC . B 20% . TR 60% . FE I
i 20% , B A -20°C UKAHARAT o
1.4 Fik

g RS M BT Ok S A O .t AR S A
AP R, 55 3 R B 2L OF MM 58, s IEAT .
RIS ~ 6 H, 55 4 Ji R K A ME AT B 3E 40 i vk
LR, BHESLREE R, BET: HbAERES
KEHELE, T8 H R RERGAKKRYEGZE
g, RWFEWARA, MM, AR T8, i
G g, Be g S ERaT . vl

KEREEAE LA, el bR an; oh
T AT WA LR i, D RBUE A L
KA ShE R . T UL A Ak R A0 A e K
M. shiEm . nT bR A, AR
i 40 K /b i

141 =M hHE mEREENE KA 6
IFTE A& 12h, AT A 1 ml, BPZR H]
I AE A B e 2 3 AR I 5 e Jok 4 I 4 25 % 7K P O 25
J& 1M 4 (fasting blood glucose concentration, FBG) o
UM G 4°C FHHE 1h, L5000 r/min B 0> 5 min, H
i, -80°CH¥ K, SR AL AR J& 0> ELISA 75 1fil
WA @O 5 FE K OF (fasting serum  insulin
concentration, FINS) . 115 Ji#i 5 25 50845 %X (insulin
sensitivity index, ISI) : ISI=1/(FBG x FINS) , i &% & ik
Pr 48 % (homeostasis model assessment —insulin
resistance index, HOMA-IR) = (FBG x FINS)/22.5, %k
FH 4= A sh A 46 o B A 2 H il =R (Triglyceride,
TG) K¥.

PEATER BT 386 (IPGTT) AR 5 2= B ik

w8 (IRT), I 20% ## L 2 g/kg E 10,
ZGWE M5 15 min, 30 min., 60 min A2 120 min J57 , HX
BRI 0.5 ml, BP0 fWE . B A,
142 FHRIE A ASEKFERN  10%KE
Al (4 mlkg) MEREHEFHRIES, JFIE, H oy
AL, HB RPN EIERE, JFitAE
mARK, ERRAB=MHEMELRE (9 HMKE
(100g), & T 4% Z KW R . WK,
A, Spm REY R, CEBBE, Kk, I8
KNG 5min, BHLFYE 2min, Bk, B, EHH,
B SRS 2 R BRI O SR S 2 AR Ak

T R W, TR S AR O O, 43 i
BT -20°CORAERFIN o SR R B 8 12 000 5 I
WE (E2), Z¥E (P, MBEEAERE (LH) .
LW (T) KFs

1.43  SEBF 9T IR A BEAE BN K Bg W 40 4R A
BoF AR e K WU TR D RN N R R I 4H 2

AT S SR A R SO, (qRT-PCR) e il Ak 33
R ACTE 3B PRI [ B A 1 (3B-HSD1) . 3B 5%
S BN SR 2 (3R-HSD2) . 3B &35 [ B I A iy 5
(3B-HSD5) . 17 F22 [ st Jlid & i 1 (178 -HSD1) |
5a W JEEE 1(5a-R1)mRNA A5 3k & .
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R —-80°C VKA & A7 BB RV VR AL 2L, FE 2N
100 mg, JA 1 ml Trizol U5, &K ARAFBE KK
# % JCRNase 19 1.5 ml EP&H, Z4# 10 min. JIA
200 wl &0, FIZVE IR A1 50K, EEJCE S min,
4°C . 12000 r/min & > 15min, A WL 5 A% b
(RNA) ., H# (FHH). T (DNA) =, ¥ L2
KA (25400 n1) T 55 —#r L.5ml EPE 1, fil A
400 wl 5 N BE, RS & R E 10min, 4°C |
12 000 r/min £ 0> 10 min, )i AT WL 1 €5 1) RNA UL
VE. 3¢ EIE, AT RNase (19 75% B 1 ml, i JiE
RAJE, 4°C . 10000 r/min & 0> 5min, JF & 1
Wo 7 LW, &3P TERNAVLYES ~ 10 min, K
DLTE ¥ T 20 wl B9 DEPC /K H . B ## J5 79 RNA
2 wl B 4 Y66 BE 11 22 0D260, OD280, 14

0D260/0D280 fifi 1] RNA Jit & , b {H 7E 1.8 ~ 2.0 if§
SRS BOR . B RNA T -80°C VKA N IR A7 L 2%
JH o qRT-PCR 5| ¥ J¥ % W & 1, HU I & RNA
319 weg, MAZERETmRII Y20, WEH N
2.5 mmol/L B i S B iR IE AW 4wl
PCR 2% " 4 wl. 300 %% SE R 1wl RNA 9 il 5
0.5 pl, HIATC RNA i 7K 28 20 pl #4730 5% 5 SO
Wi S A eDNA, W 25 F: 25°CIR A 5 min, 50°C
BE 15min, 85CM#A S min, 4°CHE I 10 min, 1Y
3R cDNA 4 pl, A B FHES14 4% 0.4 ul. SYBR
Green (ZHGHRAYLRL) /285063 qPCR TR 10 wl .
K52 pnl, 4T qRT-PCR, 4% H 3 A X 2%
K A 50°C W AR M 2 min, 95°C AR
10 min, 95°CiE &k 30s, 60°CIEM 30s, H404E

0D260/0D280 {4 F1l RNA fy 4fi JiF . ¥k JE o MR o ShlEmihz, w28kl 222 %0 .
1 5|9F5

FEH 519751 519 /bp
1E[]: 5'-CACGATGGAGGGGCCGGACTCATC-3'

B-action 240
JZ I : 5'-TAAAGACCTCTATGCCAACACAGT-3'
TE 1] : 5'-GACAAAGGCCAAGGTGACAAT-3'

3B-HSDI1 129
JZ 1] : 5'-CTGGGTAGGACATGTGAGACA-3'
1E[: 5'~AGGGACAAGCATCAAGGTGA-3'

3B-HSD2 119
JZ I : 5'-CTGTGACATCAATGAGGGCG-3'
1E]: 5'-CCATACCCATACAGCAAAAGGA-3'

3B-HSD5 171
JZIf: 5'-GCTGTTGTTCTTGAGTGCTCTA-3'
iE M : 5'-CGCTACTTCTCCACAAACCG-3'

17B-HSD1 188
JZI : 5'-GGGAGACAAATGAGGGCTCT-3'
1E[: 5'-GCTTTGCCCTGTGGTTAGTG-3'

5a-RI1 253

Sl : 5'-TGATGGTGCTGCTTCGCTCT-3'

1.5 IR

Sout e B — M O, A A AN R A B
BoOIE R R e R b T, TR FBG. FINS,
ISI. HOMA-IR. TG /K*F, L IPGTT. IRT ik
50, AP EIE S SNEAR R AL, LS A
HEFH NG, 3BT AR PCOS B2 IR 25 o
1.6 Sit=FiE

PG 2 AR FH SPSS 22.0 G i 44 o 1 ek
DISEL £ hiifE2E (xxs) Fon, RN R r 2
S M ECE B BT O 2, 2P R
O] LSD-e K 385 THECBERI LR (%) #ow, 1L
B RS 520 P ER 8 50 Aok FH 2 &R Logistic

BRI . P <0.05 425 54 Geit 3 o
2 #HR

I FR— A 1B

4 JE % SD M Bl 54 H R IR 18 H, 3 I M R 7
L) 45 FUMEBRUR DI AR R . HFLZH 2L 7= i1 42 1
HFIL 41 272 A7 48 H, NC 432 M7 50 2, X
F AP BEHLAN A 15 HMEAFAE R g xt 5 o 45 d/h
RSB Es BRI, REWEE, 778 XMW
WER, RNMRE.

2.2 FBAWFRRESRFEEER SR

S MEAF SN IE T . S . S A

2.1
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b, 2RWHESKIT%E L (P<0.05), HFI4 .
HFIL 40 35 8 NC 4H K (P<0.05), HFII4H % HFI
HE (P<0.05), WFE2,

*2 JRAFTRNMRBESRREEESHH

HEELEE: (n=15,x%5)
bl SIF Y EH IR
HFI4H 0.18 = 0.017 0.40 + 0.05% 0.42 £0.02%
HFIT£H 0.14 £0.012 0.53 +0.0622 0.33 £0.0172
NC# 0.25 +0.02 0.28 + 0.04 0.47 £0.02
F{E 232.500 91.364 251.667
P1H 0.000 0.000 0.000

1 D5 NCHILE, P<0.05;@5 HFI4H L&, P<0.05.

2.3 &AE(FFBG.FINS.ISI.HOMA-IR X TG tk&:
4 i fF FBG . FINS. ISI. HOMA-IR & TG It

B, Z2RA%T%#E X (P<0.05), HFI4], HFI4
FBG. FINS, HOMA-IR, TG /K5 NC 4 &, 1SI4E
NC ZH it (P<0.05); HFII #41 FBG. FINS. HOMA-
IR, TG/K V4 HFT 415, ISTAHFIZ4K (P<0.05),
W23,
24 FAWFIPGTTARE B SMiE. FREE
253

% 4 M ¥ IPGTT 15 min. 30min. 60 min Fl
120 min A ILA% . JE 5 2R HLAY, S IR
Ji 2258, g5 QOUR[EI B[] & m) i . RS &R
HER (F=67.661 f110.505, ] P=0.000); @41
Mops . BRS EA 25 (F=84.139 fl116.942, ¥ P=
0.000) . @A MM . EEHELTBEHEAER
(F=51.333 fl1 15.264, P =0.000) ., W3 4. 5Fl
K1, 2.

*3 &AIFFBG.FINS.ISILHOMA-IRE TGELE (n=15,xxs)
21 5] FBG/(mmol/L) FINS/(mIU/L) ISI HOMA-IR TG/(mmol/L)
HFI 4 4.61 £0419 20.45 +2.027 0.011 +0.001% 4.19 +0.04% 1.09 +0.23%
HFII2H 6.41 +0.46V2 23.91 +2.150? 0.007 £ 0.0012 6.81 £ 0.0472 1.62 +0.3502
NCH4H 3.79 £0.36 18.86 + 1.64 0.014 + 0.001 3.18 £0.03 0.70 £0.12
Fi& 158.700 26.335 185.000 38526.95 50.556
PiE 0.000 0.000 0.000 0.000 0.000
1 OS5 NCHLILES, P<0.05;@5 HFIL4 AL, P <0.05.
*4 BABFAERMESMIELR (n=15, mmol/L, x+s)

2H5 15 min 30 min 60 min 120 min
HFI4H 11.96 +1.23 9.46 + 0.86 7.85+0.74 5.31+£0.70
HFII4H 14.94 + 1.42 12.01 +1.28 10.01 = 1.30 7.51 £1.05
NC4H 9.89 +0.87 7.41 +0.68 4.88 +0.90 438 +0.82

x5 BAWFARNESBESERE (n=15, mIUL, x+5)
ZH 5 15 min 30 min 60 min 120 min
HFI4H 22.17+2.15 38.79 + 2.67 2844+ 1.74 2279 + 1.62
HFII4H 21.34+1.98 43.86 +3.39 31.39+2.85 24.13+2.13
NC4H 18.86 +2.04 30.55 +3.42 25.81+3.09 20.06 +2.35

25 BHMFINERS

NCZH BN HLAH 2B A& . Ol IE % ; HFL4 .
HFIL 20 34 ] UL BR S A U 382 L % 284k, |
PR, AR, 2R R E B B BR i
SEPEBN L . NC 2 ME A7 DF 5L 0E &% R A (158

0.13) x 107, HFIZH K (2.40+0.14) x 107, HFII
48 (334+0.16) x 107, &2, 225445
PR S (F=562.029, P=0.000), HFIZH . HFIIZH
B ONC 40 K, H HFI % HFT 4 K (P<0.05) .
UINESR
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2.6 HHEBEFINERIEAERER S K FELE

B YUMEAFIMGE E2. LH R T i, 2R A5
RN (P<0.05), HFI4], HFI4MmE E2, LH#
NC AL, MiETHENCA R (P<0.05), HFIIA
TH E2. LH A HFLA AR, M7 TH HFLZ4 & (P<
0.05) . A AMEAFIMTEPHE, ZRIEGITEE X
(P>0.05). W56,
2.7 HBHEBEFRERAREM R REKFILE

% 41 Wi/ 33 -HSD1 . 3B -HSD2. 3B -HSD5.

R 6 BEFIEEAEERN KT LB

NCH4

HFIH

HFII4H

E3 EHAHERE

17B-HSD1 2 5 a -R1 mRNA M Xf ik R ik, &0
oM, ZRASITFE XL (P<0.05), HFI4
HFI 2% NC 4185 (P<0.05), HFII 41 % HFI 41 &5
(P<0.05), WH7.
2.8 PCOS®MmEZ=M % E % Logistic 3 # 45 F
PLJE A& & PCOS /E i A AR &, DA FBG,
FINS. ISI. HOMA-IR. TG. E2. LH. T{Ek H 4
i, 1T L2 &K — M Logistic M543 . 451 &
N E2 K& PCOS BRI (P<0.05), FBG.

TG K T /K 3F J& PCOS 1y 1@ B R & (P<0.05) .
L8,

(n=15,x+s)

HFI4H 19.77 + 5.267 41529 + 18.73 2.02 +0.447 7.98 +0.48Y
HFITZH 15.83 +4.3702 420.03 +22.06 1.49 +0.5102 9.98 + 0.6002
NC# 26.47 +4.19 418.55 +20.45 3.15 £0.46 5.85+0.54
FIy 20.245 0.211 48.625 217.634
Py 0.000 0.811 0.000 0.000

1 5 NCH AL, P<0.05;5 HFL4H b4, P <0.05.
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TR RS, S5 Wik AT L IR G R X T AOBAR XIS SSRIREAOSE N B 5 2 RN SR B AE AW Y R ITAE

R7 BOAWFIERHARERZENEKTLEE (n=15,xxs)
215 3B-HSDI 3B-HSD2 3B-HSD5 17B-HSD1 5a-RI1
HFI2H 1.35+0.12 1.56 £0.11 1.50 £ 0.22 1.74 £ 0.04 1.61 £0.11
HFIIZH 1.67 +0.14 1.97 £0.13 2.05+0.34 2.32+0.05 2.21+0.10
NC#H 1.01 £0.11 0.99 +0.08 1.13+£0.20 1.00 £ 0.02 1.03 £ 0.04
FiH 106.334 307.924 47.272 4377.33 861.013
PMH 0.000 0.000 0.000 0.000 0.000
* 8 PCOS#MEZEK % E X Logistic 3 TS
. 95% CI
ERS b S, Wald x2 P& OR
’ TR ERR

FBG 1.008 0.464 4718 0.029 2.740 1.743 4.306
TG 1.527 0.555 5.159 0.011 3.527 2.116 5.879
E2 -0.965 0.431 5.015 0.017 0.381 0.339 0.428
LH 0.922 0.592 2.424 0.102 2.514 1.816 3.479
T 0.290 0.105 7.642 0.000 1.337 1.294 1.381
3 itig X 4r PCOS ., filt FE & 1 0 A3 248 bk, 4278 TG IR 5

PCOS Y W] 3 AN, IR S B Tps R . 4
ORIABE PR . O I BERG . T P IR A R X
W, PR R AL, R R T,
IS F AR AR A, PRBE 0 A 7 g R
SCEE RO, A AT G AS B 5 T B B A R R
P A Y BE 75 ) Y G B ] — o i A S
BRI, mRRWI R R RE T A, AN R B
TAE, HRFIERE, KNieA 2= f
AL, T FEA R SE g, i TR 45, $2
HERE 05 B 7 b A 60% B =5 BE e R, B BE AR IE
BT Loy i, SRR R AR FES, JFERG
BHA [ BR AAALAC IATIE Bl ¥ 552 56 v 18 i B2 R R
S, M P TR AL S PRI ME Ry S8 IR S it B
T RS LAt

DIEA g4 1, s IR IRE 51 Y PCOS K
B, IiL¥E FBG. FINS. HOMA-IR & T iF & K B,
XUE Z§8XF PCOS K BRI R WE 25 9 — 3N, &
PR B 22 R R AE AR A B B3, A
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