B2 el 20204 1 A B49% H 1

PCOS N ERERERESHEBEREX]
DN 55 20 e 4 3E ) 43 i T BE BY 52 i

F R K O# EX¥Y XELH

o

W B ZRIEAIL (PCOS) S 7 W U 20 1 Il AR AR N 23 WA S B0 o PCOS Il PR BLBR T 1B 18 F BT B IR 13381
SR AU W RRAE S R SR B A 2 K TG HE N | e AR AR A5 AR A HLRE S R A RRAE o O SRR D AE Lo MR N A BURE SR 1
FEG P2 — , 00 SN B0 B 8 RARHTS PCOS v MEM R MLAE M) K A= A & % DI Ik &, (H F AT B0 AT 4 21 01 5018 1 R A5 5 d B
3 B VR 3 IR T 22 ) A ELARIE AR o X v A 3 I AE 2 2B AL 5 B B 2 40 e I B 3R AR T B OC R IR ER D X 1 B PCOS A
BL T 5 A T PRI 3R 7 J7 S 40 R i PR PCOS (9367 8 A B 28 19 I R4 & 08 3L AR SCIR TEHR T PCOS iy B3 22 I AE 3 [ 119

Sty 1, R 2 O LR 5 2R R0 15 K A 3 T AL B R B 3R ORI A Y PCOS B AR R KT RO BT R

XA PCOS JREBRIMMHL N SRS
HESES RTILTS MEEARIRED A

Z P YN LLE AL (PCOS ) 2 7 W ) Lok o L 1 2
SEALRE 570 P , B i R ¢ B A9 ) 2 4 G HE B
SETOAEIR AN, TR 1E I8 P A BRI FQ5 5 0 B B Z AR
PO e ME A 3R LA 45 A R A B BILRE 57 R R R B
HISEHFFE I, PCOS i 3 5 AR 7 S IE Bk 1)
AR T IR R ONAE SR B A 5 2 (BMI) i
LT o R R MLAE , B 5 3R IR BT AF I R R AL
KA 4 i PRATE 7S 45 28 o 3% DR I AR08 57 B il B =X
P PCOS IR # 2 I KR o i ol
{773, R PCOS f 3 6 4 i 44 H U5 2 5 D BE 5
(PR BEAS 5 T et AR A o R X S 4 L BT
PR 5 B B PR 1 B B AR BT 2 T PCOS B
(9 A FEBLRE S (R BoA 4 B PR 7 %
1 R B 2L P 2 RO PO 1 22 P AN B fE PCOS
S P T LI 0 e HE BT AT R e A R L E
S5 LY [ AR A HILBE SR RO RAE o X DA 4x B 1k Ay b
JA Ik & ZR AT R R 5 3R ILAE AT RE AN & PCOS &
T R B AR

PCOS & bR & O i R Sl 4 5 (LA 4
GUFHE g 05 2 2) Jfe & 28 MR B AR A, B 52 =) 3

FEETH B R A SRR I 4 T AR 2 4 BT B3 H (81503610) 5
ERPEGKRVF L & RS MR LI 4 %o H
(JDZX2015056) ; B LA HA R = &R YW H (@ LW H)
(H2016083)

P35 B 150040 PRI, R OBV b 2 25 R A= B s 58— B B (%
B R ER EBERE ) 5150040 WA IR, PRI VL P BE 2 K AE (R R

TWIRAEE : BR#R, L F(5 4 : chenjingk3@ 163. com

DOI 10.11969/j. issn. 1673-548X.2020. 01. 004

[ RE B e AR R . BRI A
A4 RE 1A A% B, ELON 5L )R 0 A9 1 12 3R A 5 0 % 5
Xt B EE 1 O B D RE R AR B R . PCOS 3
e BV AR AT 1) A 2R AR DR T0% B AR e D T i
ANTERE (B DA 7 L A oA R 8 3% A S U 3R 5 B Y
EEYG Iz —, I B AR 1 R AL b IR 5 e B R
WL I % A B VIR . PCOS 1 % 76 i A
5 5 AR AE BZGW JT , BR AR B G BRI F KO R L A
PRI AR B S B PERRAR S5 B R AN, 28 JA) 390 o i o) T
TEH [ B I 37 90 5 52 I AP 7 T 245 e A T A
1%, X 5 1 IR % 252 348 AR o 9 42 B 52 8% M A 1 [
(RN AN ST 077 1 A 112 %: £ &)l
X e AR I R P A T A 5 s 3 O SR JRg SR I i g%
15 5 5L P9 23 WA D BE 2 A1 A6 3 S LU I AR, B 5 200 g
F19 i & 2% AU RE 114 22 1 mT RE T B SR P9 23 3 ) R AR
HARE

—NERTREEHRERES PCOS I E
SEEREZEVIHEX

19 S5 J5y 0 1 J 1 2R AU E RTRE - O B B N
TIRE S A U], W98 4 W1 3 5 5 i D 5845 1 TR % 2K A
JERRE T RE T B S 114 A5 5E P9 23 00 ) RE RS B I 1) 9 Y
PERT o A e 8 2% 08 SO% — W XU 3 A A s, P-
COS B & H G M 4 2 BUIK 2 [ IF 1ML 355 O 75 52 i 119
VKPS AR o I 5 — 00 S 0 % PR e 8 3R
HEAEGR) B B 5E U B B Y XUDK 480 )5 £ PCOS
ST P At RE 05 A6 I 3] 1M ¥ U 2 52 W 5 4L (free an-

- 13 -



- EZhE -

J Med Res,Jan 2020, Vol. 49 No. 1

drogen index, FAT) [ {3 [ A% , I HiX 26 8 % 7 LH
T S 43 A K Pt S S AR . Lo A 2
(975 4k % LH K S Th i 5 51 A2 10 Bl 8 2% 20 s 85 5
LB YA G 1526 ORI X PCOS 3% 7 43 WA L Bk
() 8 5 2 T 50 1 M {2 2% 3 R0 R A0 T 4 B 1
15 2 MUK, R R T PCOS i i B 5L 1)

ok [8]
R

TN g, B R B v 1 2 5 R 40 i 4 5 A2
| LH/FSH {895, M 26— 2 510 A [1) ) £ 1 1 1 1
FIT & B I — ) D W — 52, 6 [sl) 200 Y o i
TR TEIO Fh 2 09 S [8] pe 5 T 1 0 40 T 4 0 65 9 %
2% o B0 B A0 i KA 17a - B AL
(CYPLT) , i 0k 210 it ) 25 2k 468 185 7K F- 19 95 7 A I 40
i % PASO % 3B - 2 HLJG A B (38 - HSD) ,CYP17
S O L H 2 S R Y O S S 7 Uk 40 i 2
JLPRIMAE] CYPIT E AR #RE" o HIGIE L0
JIEE 248 3 2 R 48 A, A A5 5 B 400 o 500 410 o)
e ELEE — 3 — 230 (PLK) 48 05 , 41 Y 55 4 35
RO AR TR G U HOE R G RE
B FE i AE PLK A5 5 5 57 3140 1 A S0RE 40 M P
BERG N E] CYPL7 3 F ik ACE A " o B0 gk
15 A5 5 0 B E VR B e s 55 PCOS B LI o {2 7R
ZRIFAE B IE R o 6B S My 0 F 5 vtk B, i
B2 AZAR T e PLK {5538 B 09 O 8 BE [ AKT @ B
/N B3 B HH) I 975 9 2 K P b T R A B B S 2
b2 B, i 1 5 2% 15 5 30 B 1) S5 X B 542 2 T i
7 BB IR R, B T O 2 AL R B 5 TN
B,

Z.EFH AKT/GSK,p @ B I aE R T AT
BESH PCOS MK MEAMARNRNL

AR AR B B )R S Y i 5 R (T 38 s 5 e D
S VRS A, E 5 B S IR ol 2 75 4 4 1 R
3 % A5 Ak X PCOS 25 M ik 25 10 AE A I PR 38 i ke 5 22
Y BT RR A RIS T A AE PR A B R A O Uk
200 L % O o S 40 A SR U 250 I PTLKC BHL T S5 40
R 00 1) 8 R R S A O 8 R B R A R P R R
I $ER PCOS B8 IR s 7K1 1 2= AN AT
Bk 19 Dy B T HE B O Y T 20 L, B A T B SR U T R
A 5 K A2 A S A P9 4 W T i AR 1Y B S BORE
ATf ", BRI R S E T 1 K (AP - 1 fami-
ly) 43F C - FOS 7£ PCOS & Ui 55 100Kz 41 i 24 H (1)
Foak i B ERRAR, C - FOS B % W E M H CYP17 995
Pk 37 7 fil e 91 S8 00RE 40 0 26 25 0 9 R o0 W Th RE A 2
- 14 -

BHNZ ", C-FOS 43 T-1£ PCOS H# Bl 4L 150k
20t 22 v Y 2Rk S R IR T R R O 5 ASURE 40
6L 33 f8 1) S Ak A UK 200 16 el M 3R 4 W 20 5 Ak R
HESE sy wsan it o i AR X — 1 R P R LR
AKT/GSK, B 15538 # 43 F e 35 B I 14 19 42 16 7T fig
2T Y R PE

WD G GO B (GSK,B) J& PLK {5 53 % 1)
SR A3 30 T R S R ) 3 P R4 4
B EG d B . GSK, B AS B 119 1% M4 0 52 ][] Jj& PLK
AR LA F AKT 8RRk il . GSK,B 22 2R Wk
MR ALAL 5 (Ser9) B AKT (ISR AL )5 , 16 PRk & %
SN0, BEARXT T Ui 4 LA S (GS) Y 41 1 7E
1117 Jed S D s R 5 1 K 2 BR W R AL AL A ( Tyr216)
BB ER 1L G GSK,B 1 7% o W 4 3% 5% , B & GSK,B 7%
P B TR I A 3 I A I AN RS
IR BE T AR

AWFEERW, AKT/GSK, B {5 5 1 I 1 1% 122 fk
5 PCOS BRI R A R R %Y. H7E 2002 4 Gonza-
les 2" [ BF Tk 26 W, 76 N HaCaT 20 iy 2 Sh 2k
PR AIIE C - FOS ik K V-1 It = %2 8] PLK {5
SIS F AKT Ko GSK,B ¥ 1y 7 5 M J 40 i o
AKT fE#%38 1+ 875 C — INK B I2 4k 7K % C - FOS
(19 2 Tk 2K P 77 25 R 1 T R 40 A o
GSK,B MR WX C - FOS i [H i & 35 7 A Bt 1A
W RAE H T G R B9 BT 5T 2 T 00 S 4
Hi AKT/GSK; B 4 F £k K FH AR b5t C - FOS % [H
TR H I W HZE S AKT/GSK, B 16 H B 2K
R Xt C - FOS 335 /K F 1) I # 4E F . PCOS B
HUBORLAH L C - FOS JE A 1 5% 235 LA & PCOS i
BRI SR SRR S O, A I B 8L
HAP I PLK/AKT/GSK, B 5 53 % 2 ik 19 722 fL AR
Al e AR B LA L C — FOS 3k P Ay 22 3 11 20 A T 1
L PCOS H8 35 B -5 ok U i) HE S 28 K7 573

=.AKT/GSK,p i# % E F £ PCOS £ & & P-
COS ER YRR ERIE

fE PCOS (3% & LW 88 rp iy 32 2 ME I R & K
M - DR R AN M A B A IS X AT E 5 PCOS A
AR PR e TR 5 R KA G R VR B Y O R R
JK V- T 6 00 95K 019 6 S 40 174 8 A= DA T i B S A 9 R
(A i B2 5, (O B e B B 3R AR B A 25 A Ak
(326 PCOS fh 3 b 3¢ B H =y M 30 2% I 6E 1) e 11E
AR A1 7 B4 11 B 0 5 200 i 3 2 TT RE R 2 1 I PCOS
o K 2R L 9 R B9 SR 4 S R SRR S i Re T Y



B2 el 20204 1 A B49% H 1

- EZAE -

AL ] fig A T 8 PCOS Bl 55 P9 20 6 5 1 56 i (A
. AKT/GSK,B {55 i % 5% 6e- 5 200 5 09 1 M 1k
TR PCOS (& i A Bt 1 3 Al Ak 4 ik AR 7T fig
53X — 15 5 30 0 RS A AR G

— X% T PCOS 35 AKT B 5 GSK B AN £
AR R IE K B, 76 3 9 3 R & 2 A A8 1 A
PCOS 1y & A= % & 25 $2 &5, % X 26 f8 3% g 7 41 4
GSK, B 5 [17 A 7€ vt & BHL, GSK, B 28 11 ¥
I W A /K T b T T 22 S R W R AL K T R R . P-
COS B HIAN GSK,B 22 7 IR Wi B AL K - 19 T [, 13t
W IR I 215 53 5 X D o e ) R 4 T 32 %)
T, AE PCOS AR N GSK, B nJ REAb T — i Ji
WoE I ARAS o AE PCOS ALY gy v ) B b, & B AKT/
GSK, B 38 % [H 1 55 2 3k, 76 i % 2% Afl Bl Ay 2 1)
PCOS K FRAEE Y 1) B S 41 20 o DL K s A iy e e Ak 1 4
¥ PCOS BRI LI 2 2 B & B AKT JE [R 35 &
HY AR B GSK, B Fe ik ACF Y ETH 2 o AL A 1
o BLAE AKT 19 37 78 5L A AKT2 5 PR it 5 1) /0 B
e, AKT2 R R 19 /0 BB 22 B Sk i i 380 57 4
i 5 Z BT S AU S B R S 3 B R T 0
LT R 3R KT T v A i B R AR B T B B B 7
XL /N B R HLAH 20 & B GSK, B 3k [ 22 % 11 5
FRAL KT (AR o X s 4% BB R GSK,B JE N
F R BE P 1 £ w85 vT Re 5 AT Bl W Al 3R KO
(Tt = % D) AE G, T PCOS B35 AKT/GSK, B 5
SPEAR I R WK B X — 15 5 B ] fig 5 PCOS
PR KA e BRATL G O, BN 5L JRy e 5 3R A5 530 %
T e i 55 AR AT e S SO0 5L UME R =R o i
1 3 2 SR

M. ik BRI F X PCOS 5 i ¥ & M E M 7
Mo

BE AR OF 55 )5 5 19 1B 2 R A5 5l % S 5 PCOS
o T BRI 22 18] G 2R %5 010, T 4 g e 5 2% 448 )
AT B8 X PCOS iy M 38 2= 1M 6E 14 I PR 2R AIE & 21038 97
A AE R o 592 0 PR I e & 2 1 BORIIR T P-
COS B 28 % B H X I 375 M 380 25 0 81 7 T, dn A F
9% Z T $2 ) — B OSUIR X PCOS H 3 I 375 307 5 I 38
KT B e 3 WU PCOS 35 FAL [ 1
W S BRI OBUI A [ 8 2 0 X
PCOS & # WM ZE AR B WIER ., (200§
LRAMET E2 YT 16 R ) TR 1Y MR B 3R Y R i A%
A1) ] N B - 35 B R g 6% B AR PCOS H 3 1Y I 37 2 1
KR R AR I S R R 25 Wt PCOS i M R

IMLAE A7 R I © 28l PR 3k, {H 25 9 0 4 R AL 6 4TS
I, AH C LGB 5843 R B T sh A AL 2 v

7E DHEA J% DHT % 3 1) PCOS K B pr | —
P XS A 308 5t 52 T B9 S 200 i P9 AMIPK {5 538 i 97
2 14 4 B, T IR K 0 R A AL 0 T i 5 98 T
SN PPARy 5 5 B8 A X, 1 AMPK 5 5
% % PPARy {5 53 B #5 RE %) AKT/GSK, B 15 53l %
) 395 7 AR S ) T R TR 5 2R 4 ORI B IR PCOS f&
I ER KT 25 L 5 s I ) R AE S B Ok
BEON T 05 R 5 R w0 T BT R A P-
COS F % I 3% 1 3k 2% (9 WL Ak I AT %5 JC WA A g 0 7 45
o R HOBUNK K ik 4% %1 il B8 IR PCOS (1) I ¥
R 2R KT AH I AN 2 B A 1 i 5 28 185 B R A e A1
R AE o W6 R T 32 £ A i DILEE ( myoinositol )
A3 A~ A5, BARGEW W25 $2 5 PCOS i35 1Y i 4
BT £ | 0 2R 0K B R A 2 IR IR B 2R UK P (B X
FEE Y S Ui SR KO A R B R Y
mi ol sk — g Bk — 2 RS R KB TR IEAR
JE N PCOS J8 5 oy B R I AE 1 B4 R 3R, o B 2
SEMEROR A AR E R R E T B0 A T Rg
JE 1 B PCOS oy M % 2= MM 1 32 22 )5 [

H.FE PCOS EERITHRFFMERBESDS HFIE
B B9 RT3 AR

220~ [ G 0 Ml DX A 2 i 5 B R I, AN [
LIl B A TR AR 3 2T BEE T A PCOS % 5 1 L
Al R R B4 A, 3 [/ PCOS & 1 & w F ik 5
MR 3E NHEAH LA B R 22 5o e R PCOS 1y £ 22
I PR 2 A LA HE 1 B35 o F2 . S5 [ PCOS (3 i &
HEBH 1 % A2 30 23% i [ Y ik AE PCOS AR H #f
S HETE I % R AT 3K 60% T [R] IEHR E PCOS A BE
W 51.8% KA, Forh A 38.8% AR S, Hb
Oy B EAE A T S BB A AR 1 R B kY
X AT G 2 B F 9T 45 SRR, 5 S A RE H A,
[ PCOS f & B 55 3 i 19 53 Ak T 919 52 HE 519 J% A= 5 b
BE RS B O W 5 T PCOS BB 0 1 % 7k 15 R
BRI R R K TR AH X EEE T
XT B 55 T RE 1Y) 52 e B AF 081G T 350 R I R
U955 BTH R G I 5 A T BN 2 0 O B ) R Y 52 el A
I, X L5 — J7 T B E T PCOS #8255 51 3 ik 14
SEAL AT g S T BOELAR N 4 W KT S AR A R A

XPHrE PCOS 8 I FH IR 5 2= 38 SO0 9 i IR W
SE W, 9 8 22 1 A B o s 5 e o e A P 2
F(GETE -35) BRA i FHARRE S A AL e A R &R

- 15 -



- EZhE -

J Med Res,Jan 2020, Vol. 49 No. 1

HHUIE IR B P9 43 W 5 ELRAS L H X PCOS BE 1R
W IR SRR KO A R R AR R
PCOS B H M TATHGFFRAE 5 K N AP fE 22 57,1
TUH AR AT B L PN 43 0 T BE I SR B B B 2R 4 O
TRIT B AR T AL, A HE D R S 2 R X PCOS
PR 43 6 25 L A 97 AR BT RE 5 Lk B B R R N R
JERBE Y RE M A G o R B SR R e 5 R U 5 B
L A A IR 7 A TR R 1 ML BT 5 O T & A
XiF OS2 B S G Y 259 0 R IR R PCOS 3R
SrRRMATRE A EEMN S EME,

AN ¥

T MY R I 2 PCOS M H WY I R R I =z
—  HEBER KT B T AU R A B R AR
s T L R S T R B £ I ST
K AEABASF] T RE 0 R 1 . B R RN E
T ME SRR A AR B 2 — USR5 2R A S
T P 1 IS AR TT RS B0 ST R S Wb T & o
LN S PRI R i =R AR 4 2 PCOS JR 3 = M
WK MAE KA o SR . H A 2R 1 AOR R AR
PCOS F8 3 & HE 3 7KOF 1 I R IT 3L E 445 BIHIE 52
A1 A8 K e 38 2R 7K S 1) 2 B ML ) % S 5 3% ) o
U1 SR A B PN G B 1 S WA ATE AL F S B B Y B B, AR
IR AT PR S RS TN DU N R RN Sy i
S A B 5T % B B PCOS & 95 WL ol 52 A5 T 1k
MIRYT T A8 EEMIGIRTE T8 X

5% 3k

1 Spritzer PM, Lecke SB, Satler F, et al. Adipose tissue dysfunction,
adipokines, and low — grade chronic inflammation in polycystic ovary
syndrome[ J]. Reproduction, 2015, 149(5) :219 -227
2 Escobar - Morreale HF. Polycystic ovary syndrome: definition, aeti-

ology, diagnosis and treatment[ J].

(5):270 - 284

Nat Rev Endocrinol, 2018, 14

3 Yilmaz B, Vellanki P, Ata B, et al, Diabetes mellitus and insulin re-
sistance in mothers, fathers, sisters, and brothers of women with poly-
cystic ovary syndrome: a systematic review and Meta — analysis[ J].
Fertil Steril, 2018, 110(3) :523 - 533

4 Pluta D, Franik G, Blukacz L, et al. The correlation between the
concentration of hepcidin in serum and the occurrence of insulin resist-
ance and hyperandrogenemia in women with polycystic ovary syndrome
[J]. Eur Rev Med Pharmacol Sci, 2018, 22(21) :7379 - 7384

5  Ortiz — Flores AE, Luque — Ramirez M, Escobar — Morreale HF.
Pharmacotherapeutic management of comorbid polycystic ovary syn-
drome and diabetes| J].
1915 - 1926

Expert Opin Pharmacother, 2018, 19(17) .

6  Tagliaferri V, Romualdi D, Immediata Vet al. Metformin vs myoinos-

itol; which is better in obese polycystic ovary syndrome patients? A

- 16 -

10

16

20

randomized controlled crossover study[ J].

2017, 86(5) :725 -730

Clin Endocrinol ( Oxf) ,

Kurzthaler D, Hadziomerovic — Pekic D, Wildt L, et al. Metformin in-
duces a prompt decrease in LH - stimulated testosterone response in
women with PCOS independent of its insulin — sensitizing effects[ J].
Reprod Biol Endocrinol, 2014, 12(6) :98 - 102

Hwang KR, Choi YM, Kim JJ, et al. Effects of insulin — sensitizing a-
gents and insulin resistance in women with polycystic ovary syndrome
[J]. Clin Exp Reprod Med, 2013, 40(2) :100 - 105

Patel SS, Beshay VE, Escobar JC, et al. Molecular mechanism for
repression of 17alpha — hydroxylase expression and androstenedione
production in granulosa cells[ J]. J Clin Endocrinol Metab, 2009, 94
(12):5163 -5168

Huang Y, Li W, Wang CC, et al. Cryptotanshinone reverses ovarian
insulin resistance in mice through activation of insulin signaling and
the regulation of glucose transporters and hormone synthesizing en-
zymes[ J]. Fertil Steril, 2014, 102(2) :589 —-596

Zhao L, Li W, Han F et al. Berberine reduces insulin resistance in-
duced by dexamethasone in theca cells in vitro [ J]. Fertil Steril,
2011, 95(1) :461 -463

Restuccia DF, Hynx D, Hemmings BA. Loss of PKBB/Akt2 predis-
poses mice to ovarian cyst formation and increases the severity of poly-
cystic ovary formation in vivo[ J]. Dis Model Mech, 2012, 5(3):
403 -411

Yan M, Wang J, Wu X, et al. Induction of insulin resistance by
phosphatidylinositol — 3 — kinase inhibitor in porcine granulosa cells
[J]. Fertil Steril, 2009, 92(6) :2119 -2121

Lan ZJ, Krause MS, Redding SD, et al. Selective deletion of Pten in
theca — interstitial cells leads to androgen excess and ovarian dysfunc-
tion in mice[ J]. Mol Cell Endocrinol, 2017, 15(44) .26 —37

Ye D, Li M, Zhang Y, et al. Cryptotanshinone regulates androgen
synthesis through the ERK/c — Fos/CYP17 pathway in porcine granu-
losa cells [ J].
(59) :588 -598

Evid Based Complement Alternat Med, 2017, 20

Wu J, Zhu D, Zhang J, et al. Lithium protects against methamphet-
amine — induced neurotoxicity in PCI12 cells via Akt/GSK;B/mTOR
pathway[ J]. Biochem Biophys Res Commun, 2015, 465(3) :368 —
373

Gonzales M, Bowden GT. The role of PI 3 — kinase in the UVB - in-
duced expression of ¢ — fos[ J]. Oncogene, 2002, 21(17) 2721 -
2728

Shin S, Asano T, Yao Y, et al. Activator protein — 1 has an essential
role in pancreatic cancer cells and is regulated by a novel Akt - medi-
ated mechanism[ J]. Mol Cancer Res, 2009, 7(5) :745 - 754

Kim JY, Oh HM, Kwak SC, et al. Purslane suppresses osteoclast dif-
ferentiation and bone resorbing activity via inhibition of Akt/GSK; -
¢ — Fos —= NFATcl signaling in vitro and prevents lipopolysaccharide —
induced bone loss in vivo[ J]. Biol Pharm Bull, 2015, 38(1) :66 -
74

Chang W, Goodarzi MO, Williams H, et al. Adipocytes from women

with polycystic ovary syndrome demonstrate altered phosphorylation



BE2EBE T 2% 35

2020 1 H 5549% 1

- EZAE -

and activity of glycogen synthase kinase 3[ J]. Fertil Steril, 2008,90
(6):2291 —2297

21 Di Pietro M, Parborell F, Trusta G, et al. Metformin regulates ovarian
angiogenesis and follicular development in a female polycystic ovary
syndrome rat model[ J]. Endocrinology, 2015, 156(4) :1453 - 1463

22 Cardoso RC, Burns A, Moeller J, et al. Developmental programming:
insulin sensitizer prevents the GnRH - stimulated LH hypersecretion in
a sheep model of PCOS[J]. Endocrinology, 2016, 157(12) :4641 —
4653

23 Stabile G, Borrielli T, Artenisio AC, et al. Effects of the insulin sen-
sitizer pioglitazone on menstrual irregularity, insulin resistance and hy-
perandrogenism in young women with polycystic ovary syndrome[ J]. J
Pediatr Adolesc Gynecol, 2014, 27(3) :177 - 182

24 Zhang YY, Hou LQ, Zhao TY. Effects of acarbose on polycystic ovary
syndrome; a Meta — analysis [ J].

2014, 122(6) ;373 -378

Exp Clin Endocrinol Diabetes,

25 Gwak H, Kim Y, An H, et al. Metformin induces degradation of cyc-

lin DI via AMPK/GSK, B axis in ovarian cancer[ J]. Mol Carcinog,
2017, 56(2) :349 - 358
26 Hgjlund K, Glintborg D, Andersen NR, et al. Impaired insulin —
stimulated phosphorylation of Akt and AS160 in skeletal muscle of
women with polycystic ovary syndrome is reversed by pioglitazone
treatment[ J]. Diabetes, 2008, 57(2) :357 - 366
27 KB, HRT LUK, VAR T B E 2 P00 SR A A O R K
I PRAFAE R DFZE [ T]. S8 AR 40 i 2% &, 2008 ,5(23) 126 - 30
28 AR REAM. ZREINELKSIERATHRER AT P EEEA
B 5 R 25,2019, 35(3) 1261 -264
29 HLLE. T FR A HOR X 2 2 N B LR 5 AR Y 4 W E L AR E YT
BOMEELT]. SE AR W A& B F L, 2017, 33(16) :46 -
48
30 E#, KNS, MR, 3kOE - 35 BRAIBR R R EONG YT 2200 3
CRAMERCRITF (1], P EAS R, 2015, 8(6) :912 -914
(W ks H 1 :2019 - 03 -03)
(& 18 H #1:2019 —04 —26)

THEMARMEEBRK 2 X BMAREEER

o OEF OEFH AL

F:ﬂ.

W OE THEYIMEETEEA R 2 (the linker for activator of T — cells family member 2, LAT2) FE H 22— B IREEEH
(transmembrane adaptor proteins, TRAPs) , B AT £ > S B B B AL iz 5 F ST AR T RE , AT AR 40 M A T e i 4 s AU R B, R 48
AW EAE . LAT2 7 (A rh 22 B 2R3540 k7, 215 1 A D A A AL R P 2 o LAT2 19 28 Sk 323K -5 11 40 i 10 23 Ak
2 B 11 I 9 2 B 2 ) U LR IR B TR A G o AR SO LAT2 1 Ak B R AL 26 3K LR 1 45 0 AR B e B HL T A v A AR

FH LA R AT BE ML ) BEAT 2534
XKW T-AREMEEARK2ER AE
HESZES RSLL

Ttk L2 40 i 3805 & 3 K% 2 JE 4] (the linker for
activator of T — cells family member 2, LAT2) 1 Doyle
£ 2000 FEAE AL AN R YRS Williams Beuren 254
fiE BT 5 5 7K M ( Williams Beuren syndrome critical
region 5, WBSCRS5) X I, )§ & B, iy &4 & WBSCR15,
2002 4 Brdicka &5 F F A S0 0 Hr , 76 86 40 B 0
s & % B ( glycophingolipid - enriched membrane,

BT EH K B ARG B 5 H (81800109 ) ; I I R 4%
PR35 H (JCYJ20160429172031572 ) 5 GEIIN T H AR Bl b 5 52 36 8 3
VR BT H (ZDSYS201504301707152) 5 WEHITE “ = 4 THE” 24 B p
B 162 BHF 72 5 % £ 1] Ak 42 8 B 5 I ( SZSM201406007 )

YR BT :S18133  RERE 2 I JE TR DN T 542 DX I 4 £ £t g v 0
L RYIT A B EFY S E CRIF REAL SE) L FLIRAL (£
B L H A LR

WRAEH « BEALTE B 0, 5T 01, W F{5 4 - xionglk@ sina. cn

XEkARIRAD A DOI

MMANfES BRI 40
10. 11969/j. issn. 1673-548X.2020. 01. 005

GEMs) 5 1 X U6 b & BJF4m 44 S A T ik 2 20
i E EH (non = T — cell activator linker, NTAL)
2003 4F Janssen 55 B 2 si | WBSCR1S5 J¥ 51, i
FUAE B O L 20 e a8 R R 4B AE T, It fiv 44 O B
WRE 4 M 34 75 25 H (linker activator for B — cells,
LAB) . 2006 4 A2 5 K 41 g 44 % 51 23 AR 4l 2 11 45
P 5 B Hofir 44 O LAT2

LAT2 J&— 5 5 2 8 19 (transmembrane adap-
tor proteins, TRAPs) , B A £ /> i 2 IR W IR 1k AL 4,
TE I S5 38 s vh R SRR S I RE . LAT2 £ %
FE 5 TR R 240 ML R U E R A0 B, A0 B K 4 e L B bk
ELZH D . SR 5% 45 48 M ( natural killer cells, NKs) [
0P 40 L A A S LAT2 @R AL J5 PT B ER
(1) 247 0 40 ML 5 N 15 5 00 7 AR AR K I 72 AR a5
#H H 2 ( growth factor receptor — bound protein 2,

c 17 -



