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[ ZE] HH.: RNZEIELEAME (PCOS) AZEBEINWMK (FF) PR MBS ZKFS
AURL A M N5 1045 et P B G 1Y) B R 1 Rk D A A IR R (PTEN) mRNA RAKF, 1010 i R
[ 55 % K5 PTEN mRNA £k K F A SEME . HEk: B 70 BIANZ BB 1E M oe 0t 4, R A2
K&, 48 PCOSAL RS AL (bR 48 B ZE S 5 oy N R RA ), T A BB 3 Y 452 32 IR A1 32 K - I e % A
(IVF-ET) JRY7, FEHLON Y RUCER 3 FF ORGP S M0RI 40 M, R S 28t it PCR (RT-qPCR) &
0 2 2 78 R SR 2 SUB0R A0 i th PTEN mRNA K35 K5 SR B k2% & JCTE K 2 2 5% FF ok
PR RS K5 R Spearman A 5 40 1 15 40 A1 2 21 58 3% 00 31 B0 40 g 1 PTEN mRNA 5k
SEAEFF 2R (T) KF5 FF R B ZAKF A, G5R: 24 B EF1 . NPFER . KRR
O(BMID) . MR RERER (Gn) BFEARHE R 2R TS 2# 8 X (P>0.05);
S5XIRAE, PCOSHBEPBMEME (AMH) MEMEITHE (AFC) W BT E (P<<0.05).
RT-qPCR ¥, PCOS 41 i % 7 HL W0k 40 i th PTEN mRNA ZKF 53 T4 (P<<0.001). MLfb2E %k
B, PCOSHMBE FF P THIBESR ZK P XA (P<<0.05), M 22 3 E K 30K F x5 B4
(P<<0.05). Spearman #4341, PCOS ¥ FF T /K P F1 50 508 40 i tf PTEN mRNA ik /K
FH5FF SRR EHREEMELR (7=0.577, P<<0.001; r=0.616, P<C0.001), TfijxfIE4H B &
FE o T 7K SF Fi1 59 595067 240 i PTEN mRNA 2k K F 5 FF RS ZKE LM (7=0.266, P=
0.123; r=—0.214, P=0.216), Z5#: PCOS K% £ POk 41 il o = 15 PTEN Al G815 519 55 Py Jsy &
I RAKFEA L, PTENS Y PCOS M KA & it i,

[XEiR] ZRWRLEAME; IR RS R, PRI, A 105 Y @ s i ik 5 F1 ok &
P I R 4 S R

[FESHZES] R71L6 [X#EirERL] A

[(WFEEE]  2023-12-13 [(RABH] 20240401

[(E4WBE] FBEAFBITARMYAESTE (202201771, 2022]J011378); R4 Dt EhHFHEFT T AA B FH U H
(2019-ZQN-91) ; #a a4 E T BHHR YT BA R S IE (3502220209010) 5 H4fr K 2% B &L B G BB 1 H
(2021YX004); a4 M mi A& AR IF I E  ( (2004) 0010 i1 2023N042S)

[MEERA]  WhER (1982—), Z, WEARMITA, B EMEIN, EEit, F2ME A5 08 N4 005 1l BT .

DBEIER] Bk, Al BRI, RIEE (E-mail: hri55555@[(mu.edu.cn);
AR, BIFR, M, WA S (E-mail: LYZART@xmu.edu.cn)

© (EMARFEM (B ) g, JFECRIEE CC BY-NC-ND Ppil .
© Editorial Board of Journal of Jilin University (Medicine Edition). Open access under CC BY-NC-ND license.



BRAERL, . ZRUNSLE AR B F TR AT T PTEN mRNA 7 ik /K 5 %t B9 9 Ji ik 2640 i gy 165

Effect of PTEN mRNA expression level in granulosa cells on
follicular fluid hormone secretion in infertile patients with

polycystic ovary syndrome
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ABSTRACT Objective: To detect the levels of sex hormones and insulin in follicular fluid (FF) and the
expression level of phosphatase and tensin homolog deleted on chromosome ten (PTEN) in granulosa cells
in the infertile patients with polycystic ovary syndrome(PCOS), and to preliminarily explain the correlations
between the insulin level and the expression level of PTEN mRNA. Methods: Seventy infertile patients
were selected as the subjects and divided into PCOS group and control group (tubal obstruction or infertility
due to male factors) according to infertility factors. All patients received in vitro fertilization-embryo transfer
(IVF-ET) treatment. FF and ovarian granulosa cells were collected on the day of ovulation. The
expression levels of PTEN mRNA in ovarian granulosa cells of the patients in two groups were detected by
real-time fluorescence quantitative PCR(RT-qPCR) method. The levels of sex hormone and insulin in FF
were measured by electrochemiluminescence. The correlations of the PTEN mRNA expression level in
ovarian granulosa cells and testosterone (T) in FF with the level of insulin in FF were analyzed by
Spearman correlation analysis method. Results: There were no significant differences in age, infertility
years, body mass index (BMI), basic sex hormone, total dose of gonadotropin(Gn) and days of ovulation
induction in two groups(P>>0. 05). Compared with control group, the anti-Mullerian hormone( AMH) and
antral follicle counting (AFC) of the patients in PCOS group were significantly increased (P<<0.05). The
RT-qPCR results showed that the PTEN mRNA expression level in ovarian granulosa cells of the patients
in the PCOS group was higher than that in control group (P<C0.001). The electrochemiluminescence
results showed that the levels of T and insulin in FF of the patients in PCOS group were higher than those
in control group (P<C0.05) , whereas the estrogen and progesterone levels were lower than those in control
group (P<C0.05). The Spearman correlation analysis showed that that T level in FF was positively
correlated with the insulin level of the patients in PCOS group (r==0.577, P<C0.001), and the PTEN
mRNA expression level in ovarian granulosa cells was positively correlated with the insulin levels in FF
(r==0. 616, P<C0.001); in control group, there was no correlation between T level and insulin level in FF
(r==0.266, P=0.123), and there was no correlation between the expression level of PTEN mRNA in
granulosa cells and the insulin level in FF in control group (r=—0.214, P=0.216). Conclusion: The
high expression of PTEN in granulosa cells of the infertile patients with PCOS may be related to the local
hyperinsulin level in the ovary, and PTEN participates in the occurrence and development of PCOS.
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ERIFAF I IRZE B AL, HAE T W Lot b A %
H 5% ~10%, BV &M HLE B ET R, — &
INHRBAE . G AT 2T B IR 2 R
FILREHMER . BAr, PCOSHHHE AR, Jik
TR, X AR 43 b BE A R MR R B R A
FT U R s 7R PCOS B4 1 BB 3L AE A
B Z f4E (hyperandrogenemia, HA) M E % .
T ™ L. JEES R (insulin resistance, IR)
F) & A AN BB M i i B 3R IMLAE L 3 5 el AR
e, X PCOS Ji # A B8 5 L E R, IR
PCOS iy kA= J e, R B 2% B TR 2 i) Bt 2
19 53 F AL ATE R . B 105 G4 6 0 Bl 2% 19
1% W F0 5K J7 & H A 4 (phosphatase and tensin
homolog deleted on chromosome 10, PTEN) 3 [X
FEEAAERESE . W LESHT% Y, PTEN
1E W B8 Bt UL B 3 ¥ B (phosphatidylinositiol 3-
kinase, PI3K)/ % H i B B (protein kinase B,
Akt) 7538 B R SRR WA SO O AR,
s JORL 40 0 0 38 5 A oAk, E T SE M BRI R E
BFgE 7 KW PISK/ Akt (55 38 2 B I 2 8 45 bk
AU Y B B, MF T B TR M T B T AR 2 IR
KMo AW SE N PTEN 76 IR R B & 7 5 # rh 1
RARAERT, T PCOS 3 B9 I PR /I B9 % &
BT |l R/ A Ak v b R B DA SR ZR AL, H ATk
FPTENJE A S5 PCOS By & it A2 [ P i A UL 4
1B o A B SR AT RS Z K - IR R B A (in vitro
fertilization-embryo transfer, IVF-ET) G471 PCOS
A7 B AR HE R VR YT R i W (follicular fluid,
FF) of ¥ 303R A0 B 38 0K 7 B B 55 00RE 40 i vh
PTEN mRNA &3k, JF#EAT &P b, 3T
PTEN % Wi Fl{E #F PCOS & 4= & & iy H Ak {5 5 58
%, L8R PCOS W73 FLEW = bl ,
Il PR 52 3L PCOS VR IT 2 4L BB 3045 .

1 B{BEFRE

1.1 BrR% AUTIERH A R M E 42
fd B = Be {6 BE 2 1 2 b e (2018 4R AR B . 2B 1A
), FTA RN G A B F R A, AR AR Y
B AR IR TT TP R R S ORI A M RN FF . A% e R
PCOSHIFIAE PCOS A M AHRERbRE, 2K 20204
TH —20214F 12 A 1A 8 A S M T 40 ) O £t Bt 2 B
Hol St [IVF-ET 550 40 M 2% 7 5kS 7 1 5
(intracytoplasmic sperm injection, ICSI) ] JR¥7 A
Za R FHIL 706, Hp PCOSHL 3561, XML 3541,

Fr AR R 3N AN LW R KLY NS,
PCOS B #H W ABRIES % 2003 48 REFE PHES I ife
(B3I rh£F G 23) . O & HE 0 s T HEop
(anovulatory, AO); @HA =% & b 2 (11 7R % 23
(Z BB SE) ; O 75 K A B IR S 14 >12 1
HAR 2~9 pm M/NGELFT (80 BIRARE K (&
=10 mL); @ERAF HA B9 F AR o HEBR br E
B PCOS &b HoAth 51 6 HE 51 B i 19 N 43 i (SER
PEV ERRIGAE L PEIREEGAE . o A AR 1 bR
e 7L 3R I R HURR BR A 45 ) o R B 2EHUAT TVE -
ET/ICSIIAYT B K 55 07 IR &= sl P48 I R R 22 i %
TERXTRR, XTREZH A H SRR . BRI EAKP
[ BP9 2 (follicle stimulating hormone, FSH)<C
10 TU-L ", #ERA i & (luteinizing hormone, LH)
<10 TU-L ' 1 — i (estradiol, E2) <50 ng-1.7"]
EH . ol R bR bRt s HA R,

1.2 ZREAMAME  FRZLER PCR (real-
time fluorescence quantitative PCR, RT-qPCR) )
PTEN # B-actin 5| #) ¥ H1 K % TaKaRa 23 A& WL,
S2 (testosterone, T) . E2. 22 & (progesterone,
P) FIEE 5 3 H Al 2 ROt a0 & 36 [ RE B
2N E, EA AR K o« (recombinant human
follicle stimulating hormone alpha, r-hFSHa) 3 &
W (B2 RAoF, 75U/ WALER S
2Ly E, ESHIRME MR (human menopausal
gonadotropin, HMG, 75U/3Z) 14 H A48 E
fEPERR I E (human chorionic gonadotropin, HCG,
2000 U/30) W F B n BRAE BIRE BRI 25 ), fidd RNA
FEROGGR G A e R & (525 06 366 821 001,
04 896 866 001) My [ Fi 12 [G/A 7], SYBR Green |
RT-gPCRALF & (%% : DRRO4IA) g [ K i%E
TaKaRa A A ; H ALK 4 1 B 92 H Sigma 28 A o
2R A AT LAy Ot (B ND-100, HidH
KRALZR A R ), StepOnePlus™ 52 BF PCR 4 4
0 (F5. 7500 Fast, EHE ABIATH ),

1.3 FH4 P 44 HARLHEIF (controlled ovarian
hyperstimulation, COH) % £ >k H COH J5 £ &
PERR R B R BB R 1. 0~1. 3 mg % T iEST,
10~14 d 3K BE IR 5 Ar (]38 88 7 W R 3 15 AR <<
10mm, FEMARE<5mm, FSH<5U-L ', LH<
2U-L "M E2<<50 ng-L™") J&, TH&Y 3~5K
257 r-hF SHa AT 42 i £ M A2 HEBY (controlled ovarian
hyperstimulation, COH) J%, MR EHE S OP



BREERL, . ZRUNSLE AR B FH TR AT T PTEN mRNA 7 ik /K 5 %t B9 9 i ik 2640 i sy 167

HEL A 52 Py 1T %k (antral follicle counting, AFC)
HIRE B 55 R N PR S SR R AR, — R
150~300 U, H2 4I B 10 &8 75 s 0 B9 9 2 A% O 3 i
/D r-hF SHo &, FHIEMHMG HE, E£=>16 mm
G AR =14 mm B A 60 %6 L LB 5 pE B
W A, UL HCG 5 000~10 000 U, F
H 4 HCG 34~36 h 5 76 B8 M 5 5] 5 5 #4750 i
S LT
1.4 FFABEmetr AR E I 50N 40 i iy
Oy B AR IR AL AT A o Y R R AT . RO
MH, E49: 00—11: 00 Y4 B >14 mm (1)
e . JoI W B 28 vhWis Y FF, 57 B X AT
1 000 r~min "B 0> 15 min, M E %W —70 CIR A7
FE . R BSPCHR FF TR) R B9 S 0k 41 AR, bk £ A4
JHL 53 B85 VRN 21 240 M 2 v B L LT AL, DRV . TOUE
J5 B BURL 40 ML DR A TR R R AE A, WA TR
R
1.5 ®ALFEEERRFF P EFRESERE
WURRAFI FEARAS, =iRMAR, HIESHE 1h,
BN & R 1 b, AR AR D TR AR i IR B P
11, RABEAAERCEKGIN FF P T, E2. PFIE
B FIKF . BT FRA EHLR , HEP A ST R E<5%,
fE) A S R <<10%, TR A TR .
1.6 RT-qPCR 4 2 # 4 %8} F PTEN mRNA
AR U RAE 0 O SUBORL 40 AR A, e Bl
RNA $ B 771 & Fn 3 5 55 38 750 &5 156 B 43 52 I RNA
i 4 % cDNA 3 F] J] ABI 7500 PCR ¥ #4 4%, #%
SYBR Green [ RT-qPCR i 7 & i W] 5 ik 47 9 4% |
LIRS A0 B S IO AL A BT R B AR 2 IR
HEAT, PCR R LAKRHE P 20 6 64T o I 4% 1
95°C. 30s; 95°C. 5s, 60°C., 34s, 40THF;
95°C., 15s, 60°C, 1min, 95°C, 15s (Mfihsk
SRR BL) o PCR R 25 35 2R FH 9806 2 it 43 #
fF, TEE A R DURE & ) AH X R0 46 48 DL 510
K TaKaRa /A @A i : PTEN LiiFsI#, 5-AC-

5“TGTCATCTTCACTTAGCCATTGGTC-3';
B-actin Fi#5#), 5-TGGCACCCAGCACAATG-
AA-3', F#sl¥, 5-CTAAGTCATAGTCCGC-
CTAGAAGCA-3'c R 2~ “%kit B B3N E
BRI

1.7 %t F 45 ¥ R SPSS 26. 0 8 1F #4748 11
oM. 2HLBE AR . AFC., LAl FSH FME
IR FE (gonadotropins, Gn) & IR N IE 4010,
PLats R, 2 4 A1RE AR 34850 b 5 SR G 0 7 A A
RS 2B E AR L R EHE AL (body
mass index, BMI) ., Gnffi I X%, Fal E2. LAk
P. R FLE (prolactin, PRL) . AT, Hi &
WA ZE (anti-Millerian hormone, AMH). FF
PR R 5 2K & PTEN mRNA 235 7K F ARk
MIEZS 40 A, Vb A (W% [M (P25,
P75) | £ox, 24 A R H Mann-Whitney U
K % o R F Spearman #H ¢V o3 B ik 40 B 2 41 RS
L0k 40 B9 PTEN mRNA 3% ik 7K 5F F1 FF
T KV 5 FF iR E 2K R A et . L P<<0.05
hEFA G R L.

2 5 R

2.1 2@&F—f&HER  JLWES 356 PCOSH
EARZH (PCOSHL) #3544k PCOS I HE A4
B (XTRE4L), 24 B FFER . ANZEER . BMI,
FEAEFSH, JERIE2, 3P, JEAL PRL, Gn i
MGnfE KRB K ERY LG E XL (P>
0.05); PCOSHHBHFILAM LH (P<<0.001), JLAt
T (P=0.037). AMH (P<<0.001) f1AFC (P<<
0.001) BI& & FXHE4 . WE 1M 2,

2.2 2@ & X FHmME P PTEN mRNA & i K
S PCOS 41 & # 5P 800K 40 i h PTEN mRNA
FikAKFE [0.26 (0.11, 0.79) ] & T X4
[0.11 (0.04, 0.17) ], ZRAZITFEE L (Z=
4.011, P<<0.001).

ACCGCCAAATTTAATTGCAG-3', FiiFsl¥, 2.3 24&FFF¥hsiikhERE PCOSH
F1 2HBREBREKRRHR

Tab.1 General clinical data of patients in two groups (n=35)
Group Age(year) Infertility period(year) BMI(kg'm %) AFC Gn dosage Days of Gn administration(z/d)
Control 29.37+3.52 2.00(2.00,4.00) 21.90(20.20,24.80) 13.03+2.63 23.79+4.59 10.00(9.00,10.00)
PCOS 29.00+3.63 2.00(2.00,5.00) 23.10(20.90,25.80) 21.83+4.60 21.47+5.62 9.00(8.00,10.00)
1z 0.735 0.211 1.181 9.818 —1.887 —1.568
P 0.465 0.833 0.238 <<0.001 0.063 0.117
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Tab.2 Levels of basic hormones of patients in two groups (n=35)
Group Basal FSH Basal LH Basal E2 Basal PRL Basal P Basal T AMH
(A,/QU-L- D] [A/0U-L D] fey/tng L D] [py/(pg-L 1] lop/(ng-1 )] low/(pg-L D] [oy/(ug-L 1]
Control 5.361.20 4.53 46.91 15.41 0.47 0.67 3.02
(3.82,5.83) (34.02,60.89) (10.55,19.63) (0.24,0.84) (0.30,1.68) (1.99,4.73)
PCOS 5.564+1.38 8.02 49.8 18.26 0.53 1.34 7.84
(4.73,10.56) (40.76,62.23) (11.63,21.94) (0.30,0.89) (0.55,2.82) (5.25,11.01)
t/z 0.632 3.500 1.263 1.128 0.734 2.085 5.356
P 0.530 <20.001 0.207 0.259 0.463 0.037 <20.001
A FE P TRV MBS ZKF @ XA (P= IEMSEER (7=0.616, P<C0.001); i %f it 41 &

0.003, P=0.002), ifii PCOS 4| # # FF 1 E2 I
P K28 AR T X ZH (P<<0.001, P=0.006).
PCOS 41 # % FF v E2/T H(HAR T X B4 (P<
0.001), W33,

2.4 2% EHEmEF PTEN mRNA &% K-F
5FF i £ R FAEM PCOS 4 F Foki 40
Ml PTEN mRNA &35 /KF 5 FF i i 2 K7 2

UKL 40 i o PTEN mRNA 33k 7K 5 FF o g &
Z KV XM XHE (r=—0.214,
DL T,
2.5 2HEFFFPTAIPEREEFARTOAX
B PCOSH HH FFH T /KF5 15 R KF5IE
MR (r=0.577, P<<0.001); iMi*tMEH 8%
FEth TP 58 RKFTCHE XM (7=0. 266, P=

#3 IVFBIZAH 24 B FF PSR AES R AKF

P=0.216) .

Tab.3 Level of sex hormones and insulin in FFof patients in two groups (n=35)
T E2 P E2/T Insulin
Group o = = . -
[on/(ng L] [oy/(ng- L7 Y)] [on/(ng L7 1)] ratio [Ay/(mU-L7Y)]
Control 3.96 32 552.00 25 656.00 8.24 12.40
(3.16,4.27) (25 788.00,39 029.00) (22 277.00,31 321.00) (6.23, 12.32) (5.02, 16.20)
PCOS 4.87 23 069.00 21421.00 4.71 19.30
(3.63,5.98) (19 764.00, 28 453.00) (18 921.00,26 272.00) (3.60, 7.50) (13.80, 25.80)
2.972 —3.694 —2.731 —4.234 3.089
P 0.003 <20.001 0.006 <20.001 0.002
70 Control r=—0.214 701 PCOS r=0.616
P=0.216 P<20.001
60| 60 °
501 ° 50
© ©
& 40 3 40
£ e ° g
E E
E 30 E 30
20f @ * 20
o )
JL®re . oL
0.0 0.1 02 03 04 05 0.6 0.7 00 03 06 09 1.2 15 18

PTEN mRNA level
A

A': Control group; B:PCOS group.

PTEN mRNA level
B

B 1 BURZEME A PTEN mRNARXKF5 FF o & RAKFH R 57

Fig. 1 Correlation analysis of PTEN mRNA levels in granulosa cells and insulin levels in FF
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0.123). WK 2.
3 3

PCOS W HAGH A . S MG R L, ff
PRI NIE A A, S B RTEARE A 2 10 45 U 5T 1 A
JSFIHE A5 TR PCOS AR Sy — Fh AR B ) i B A
A o3 s SRR S B O AR I RR R 5 B AR, R
P Z 24k (polycystic ovary, PCO) . AO Fl
HA %5 di Rl BRAE IR, 50%~70% B9 PCOS B 7F
FEIR Mo IR 2 P S5 HE 51 1 FOBE AR 13 25 A0 1 2L [R]
Sy FALE, 15 2R R AP R R Rk O R T e
S 3 A L U 40 A 1) 3 B Ak DA T & A R 45 A
FH P B S Ry B A B N 43 s A% T B SR T Y
Wi B S R A R W, o R R AE S RS
OREEAE T o AH TR B R 5 R I E Qo el 7 5 O 42
PCOS 1y % A & J'é H ij it ok 5¢ 4 B R . PCOS #IA
Al RE e — R R R RO, TR IR A C T
S PTEN [ 52 0 PI3SK {5 53 %, 2
AFHDIRE M E EAE 540, REVE TS 2R AR
R CHE S, AF IR SRk B AT R
ER . BB & B A th 245 5 s 3L R 52
BHEZHEK AR, PTEN i fiE# PCOS
S ORI R E AT P 4 R L SR S
RAFEN T4 W R . ASHEFEWCEE PCOS AN 242 1835 1) b
HUR A0 A FF, R RT-qPCR 24610 2 20 %
B 550K 40 S b PTEN mRNA /K, i iof f1 b 2
ROCHEKM FF i R . MEME . M E Pk
F, IRV PTEN 23576 PCOS &4 & J& i n]

fEHLH -

00 1] e R 114 5 PR 2 B 8% 490 o] 5 A A A ) —
JEHE IR, P A T 40 MG 86 B AN o Ak i 1 R .
PTEN J& #0195 5 5 58 0 v 1 A~ B A i 1 ol 07 M 1 i
PR, 75 4 B 3 58 4 Ak A5 5 1% 338 55 5 T A 4% 1 A
FH L RS2 W R T B OE H R H IS L R
wtg Y BoR: FEZ MR L4 KRS PTEN
VAR AR AR B VI OCHE, {H H AT PTEN XF A BP &
BERTI AP E 2B XML PTEN
A 5% A B T IR A TR IE 5 O 55 A8 22 R A OG5
HLPHRE 0 4> F LS o AR i T T IR S
T PTENJEHAEN BN SR 4N i rh i 23k, IVF-ET
Bl 7 JE) S0 R AR HE B o R vh B SLIC S N 3 0K 200 it
H1 PTEN mRNA 33k KV W 5 & T 59 5 i 52 v 4
PTEN mRNA 3Rk 7K V5 500 45 & & 45 b 2 17 A1
RIF, N BB 4H %) 5T 5 S LR IR 1Y) & 7 T RE
AFN, RIS PTEN A GE £ ) 5% 00 Ui &
B, PCOSEBHMATHIEH XM MWW ET
WS RN A HEDR 5k AO, 5 PCOS A5 R ] £ A ff 5%
DI R B SRR X S . AR RT-qPCR %
W 2 21 FR 3 UKL A0 PTEN mRNA ik, 25
KR PCOS 2 & # WOk 4l b PTEN mRNA £
IROKF I B TR IR AL . PTENZE LLOP I & & i
i FE A HRAE B PCOS A A [ 38 h Kk i, 4R
PTEN A] G 8 5 A JURL 40 Mo %) 364 8 2 Ak #8 , aFm
AN O =R YR C T & R =R BTl S
B A R 2E— 2 b RE .

Gn B VP2 KT 256 V5 H 5 00 i 8 11

701 PCOS r=0.577

P<C0.001
60} .
50t

401

Insulin level

30T

20

10

0 12 15

T level [op/(ng'L )]
B

A': Control group; B: PCOS group.

B2 2818 FF & TKF5 B RAKFHRESHT

601 Control r=0.266
P=0.123
50 e
— 40t
o
Q>) ® @
£ 30t
2
=
- L4 ®
20 .
Qe
®
10} o
LN
YR
07 2 6 8 10
T level [oy/(ng' L ")]
A
Fi,

g. 2 Correlation analysis of T levels and insulin levels in FF of patients in two groups
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AR R T AER VI, DIk & Wi s bl
PRV A ORI GrI SH o RS B AE B Y & B ALK
A BB R E AR, J&HE B0 5 H
SRR 0/ L <1 P NG L0 S - % N
B B IEL T A vl A R T ) 3R R T4 B 9 R
B, S e e B 1 I 3R 0 OE e AR . Bh sk
B wEor Y R B R R IAE 41 AR O L&
PCOS BUAE o 15 JBE I 3R IMLAE B ) 52 ) B9 5 A Uk 40
JIfL 2y R 3 T S OO0 I & B KA RS . IR fLHA
JE PCOS %k 1Y 5 555 AL, FLA T 5 3% o 55 if
WE R A, IR R e R H T R A AR
FE 1 (sex hormone-binding globulin, SHBG) & i
7 A7 2 8 R K T #E— 2B R HA B &
JE, B34k, i 2 e R i R AR 2 ]
i PCOS & 2E & J8& 1) BLAR 43 B i A i B
A 5T K B AL R G A 2 4 B # FF T,
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