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i ZE HM RKALLZF(ERDA 2 £ & 464E(PCOS) K R IP LBk fL 8 09 B ra A, 773k Bl L T 2B A F M
BRA 32 PCOS K RAZAY , 3 AL R 7 69 K R AL 4 PCOS 48, ERIAK . P . & #1 & 41 (10,20 .40 mg/kg) #= ERI & 7] &+ 4 408 240
(40 mg/kg ERT+10 mg/kg 478 %) , #4010 R B0 REF K JAF A EF 4, &4 25K Kk B 485 7 & 69 ERI A=/ X MLAE 2
HHeEA a3 PCOS A A EF AR R R FRMRM 1% PR BR, A0 1R, 5868, S5 RGN EMKFIKEREH A
¥ (FPG) , o7 P ¥ =B (E.) 80 (T) 9P 78R8 & (FSH) 4k £ s & (LH) K-F , URIF R R S F R4, 54790 R R e
P A I 4R ) AR X & O [B 4 LK 295 2(Bel-2) \Bel-2 48 % X & & (Bax) \ Bt X % & B 3 (Caspase-3 )] #= Hippo-
YAP 13 5 i 340 % & & [ K 95 740 308 1 (LATS1) (BEBR AL LATS1(p-LATS1) , Yes #8 5% %& & (YAP) & 8 1L YAP (p-YAP) (455 3+
BEFHEF PDZ LA A S (TAZ) | REKT, R 5 PCOSAILE ,ERIMK . b . S A TAK I L $ EAERER, M4 as s
WY B g 38 B Ak E FPGKF \T/KF .LH/K-F LH/FSH . 4 1% 97 s 4 ¥ | 4 J8LJ8 = 35 4= Bax . Caspase-3 . p-LATS1 . p-
YAP & &§ ik KP4 B F GRS Y (P<0.05), 4 F E.K-F 42 Bel-2 LATSL . YAP . TAZ & & A A K-FH ZHE ISR %
(P<<0.05). %5 ERI &7 B4 b4x BRI & A B+4 508 520 K R 69 B 3547 AL 344 4740 (P<<0.05), £5i8 ERI4:4E#t PCOS X
BIP RBUR am ROIG 5 R M K-E AR R L] T Ak 5 40 k) Hippo-YAP 42 53l 36 X .
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Effects of erianin on the apoptosis of ovarian granulosa cells in rats with polycystic ovary syndrome and its
mechanism

FANG Lina, LI Yanyi, DONG Chao, XU Lili, SHI Zhaosong, LI Yuedong, YANG Bo, XU Zaichao (Dept. of
Reproductive Medicine, Chengde Central Hospital, Hebei Chengde 067000, China)

ABSTRACT OBJECTIVE To investigate the effects of erianin (ERI) on the apoptosis of ovarian granulosa cells in rats with
polycystic ovary syndrome (PCOS) and its mechanism. METHODS PCOS rat model was constructed by subcutaneous injection of
dehydroepiandrosterone, and the successfully constructed rats were randomly divided into PCOS group, ERI low-dose, medium-
dose and high-dose groups (10, 20, 40 mg/kg) and ERI high dose + verteporfin group (40 mg/kg ERI + 10 mg/kg verteporfin) ,
with 10 rats in each group. Another 10 normal rats were selected as the normal group. Rats in each administration group were given
corresponding dose of ERI and/or intraperitoneal injection of vitiporfin, and rats in the PCOS group and normal group were orally
administered an equal volume of 1% dimethyl sulfoxide, once a day, for 6 consecutive weeks. After administration, the body
weight, fasting blood glucose (FPG), serum levels of estradiol (E.), testosterone (T), follicle stimulating hormone (FSH) and
luteinizing hormone (LH) were detected in each group; morphological changes in ovarian tissue were observed, and the apoptosis
of ovarian tissue cells was analyzed. Apoptosis-associated proteins [B-cell lymphoma-2 (Bcl-2), Bcl-2 associated X protein (Bax),
Caspase-3] and Hippo-YAP signaling pathway associated proteins [large tumor suppressor kinase 1 (LATS1) , phosphorylated
LATS1 (p-LATS1) and Yes associated protein (YAP) , phosphorylated YAP (p-YAP) , transcriptional co-activator with PDZ

binding motif (TAZ)] were detected in ovarian tissue.
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number of cystic follicles, cell apoptosis index, protein expressions of Bax, Caspase-3, p-LATS1 and p-YAP were greatly

decreased (P<<0.05) ; the number of corpus luteum, protein expressions of E., Bcl-2, LATS1, YAP and TAZ were greatly

increased (P<<0.05). Compared with ERI high-dose group, the above indexes in ERI high-dose + vitiporfin group were inhibited

(P<<0.05). CONCLUSIONS ERI can promote the proliferation of ovarian granulosa cells and improve the level of sex hormones

in PCOS rats, and its mechanism of action may be related to the inhibition of the Hippo-YAP signaling pathway.
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Z 9 O i 28 & {iE (polycystic ovary syndrome,
PCOS) & & & I L fe i UL PN 20 W0 S35 2 , S BB 2R
K 8%~15% il 5L NMEAZAE A ZAHLEE HFN ) RE
Wb SRR AIE A G b v Bk B R AT AN ZE S
TEFHPASAE A G 2R ELAE" . 4R, PCOS HARAY Kl
TR DRI TG ANV R o B SRR 41 M Dl B BEAE AR R F
PRAEE TR AE R, TR A B FHE S AR i
ZOCHEEMME . R0 M T2 BN A B, 1R
b S PE , #E 1R 5 | & PCOS™., Rtk , PCOS 1Y & 9 5 it
AL B AR A T SRR B DA G

Hippo {5 5 il i J&— 25 LA YES #2528 H (YES asso-
ciated protein, YAP) 24 N 2500 #% i) P M B ik S 5
WL B R A M B B9 R I ZA5 5 S T A
S OPSEORLAN M A W AE T U I R E Y BRI
% BN, A A AR PCOS B IR, i £ 22
% (erianin, ERD) & A1 ) E LRy 2 —o T,
ABESE I8 i FY A PCOS K BB AY , #8581 ERI X PCOS
KGR NSRS E T 152, IEJE T Hippo-YAP {5
R T HAE LS, LU A PCOS 3R YT it
B I5 1A

1 w7
1.1 FEUE

ANWFFE I AL #8045 Axio Observer A1 %1 Ig f#
5% ({51 Zeiss 23] ) , % [C"ACCU-CHEK L[ % [Ci2
W= 5 () A BRAF] ], xMark BRI (55 [F Bio-Rad 24
F]) , Multifuge™ X1/X1R Pro .01 . E-Gel Imager ¢ i%
1% %45 (32 [E Thermo Fisher Scientific 2\ 7] )%,
1.2 FEABSRAF

ERI X B85 (4 =98% , 45 SE8460) 1 H AL 5t R
S ERHE A PR 2 A 5 i & b R (dehydroepiandros-
terone, DHEA ) Xt i# i (40 & 99% , 4it55 D106380) 14 F ]
Fr TR v ) A7 BR 2 B 5 4R 250 B CYAP 7]
), 4l 99.26%, 5 HY-B0146) Il [ 3% [{] MCE /A 7 ;
I T (estradiol , E.) . B4 4: i & (luteinizing hormone,
LH) fifg 1 G2 3% W B 30 56 (BLISA) 38 71 &5 (4t 5 43 5l ok
BAS16134 . BAS16165) ¥l [ - ¥ I £ M) A FR
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255 B )8 2 (follicle stimulating hormone , FSH) |\ 52
il (testosterone, T) ELISA i 57l & FllBUAR 1 4 fb Wy g b
I S B AR 1gG Bt (41t 5 43 %1 o SBI-R0049, SBI-
R0723 BI-WB021) %1 FI B 50 2% DUAIAE )R A BR 2>
) AR -PHL (HE ) B (300 £ (15 abs9217) Il [ I
Vg 2 WM HE R A BR A ] s TUNEL 24 64050 & (45
C11026-1) W F |~ N B A= W RFEA PR 7 5 S i B 41
JIEE I EL IR 2 (B-cell lymphoma-2,Bcl-2) 4% st 3% 1
F PDZ 4% & % ¥ (transcriptional co-activator with PDZ
binding motif, TAZ) 2 5L FEHUAFI AL Bel-2 AHOC X H
(Bcl-2 associated X protein, Bax) . Jit K 7 [ [iff 3 (Cas-
pase-3) . T 1 ¥ -3- 1k IR I & 1§ ( glyceraldehyde-3-phos-
phate dehydrogenase , GAPDH ) ¥ 55 B HT A (4154351 4
ab196495 .ab176396.ab32503 ,ab184787 .ab181602) Ity
H 95 Abcam 22\l 5 Gl KR 90 ] 5 1 (large tumor
suppressor kinase 1, LATS1) @/ fk LATS1 (phosphory-
lated LATS1, p-LATS1) . YAP . #§ 2 fk YAP (phosphory-
lated YAP, p-YAP) Hu 5z BEHUIAR (Fit55- 5351 24 3477 8654
4912 4911) ¥ [ SE[E CST 47l o
1.3 RIZh¥Y

Mtk SD K FL 65 2, SPF 2%, 8 J&l % , /A & 180~220
g, W I 7 By R RN AE R A BRAA |, s A 7=l ik S
SN SCXK (£:)2021-0002, K FRAAFEFHRE (20+£3) °C.
AHXF AR 45% ~65% BY T, G 12 bR EE 12 h 536,
BIHHIKE,
2 ik
2.1 PCOS KRR HI &

W50 HORRL, Z I E A BT 75 5 PCOS KRl
BY: B2 R 14 DHEA (4% 45 100 g /A5 45T 6 mg DHEA,
BT 02mLyESHH), B H 1K, EZ21 dY BEEKR
8 TR A Rrgk DL iR 3 I B K8 3 TR, T
LH 7K1 LH/FSH {25 1 e , L2805 B A BB S 4
AR Z B U, BRI A PCOS K5 T . A
FEB TP KBRS, 5 ML 10 HIEH K
BUEMIE R 41, PL0.2 mL/d 2 F i 4 5 PCOS K UM ]
FR S A T S o
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22 KROBE54H

PRI PCOS K EUBERL 3 PCOS 4H \ERIIK
FIE 2 ERT AR 4 ERI 5 57 5 4 FI BRI 5 57 5+ 4
BSFAH B 10 2o 42507, S AR RS E R 5
ERII A i 70 24 A RO 9 R G SCR™ R i 39 95 552 36
28I HEE 10,2040 mg/kg f ERT(H 19% — B K17
B A ) 3 ERT i 0 i+ 40 VA 75 20 K BRUEE B 40 mg/kg 1Y
ERI, [7] B [ 1 1 59 10 mg/kg 1 46850 25" s PCOS 4 il
TE 5 2H R B B SRR 1% W RE WA, KRB H 4
25 1R ESE6JH]
2.3 KRIEEFNZHE MEEK TR

AT S AR BRES R 12 h S FR T, R ICR
ML, %2 25 B 14 (fasting blood glucose, FPG) 7K
24 KRMEHZERAFER

FPG 7KP-A I 58 iU R B, I8 F2 sk i, LA
3 000 r/min Z5.0> 15 min, 73 B I3 , & H ELISA i) &4
W45 20 K B3 P E.. T FSH., LH 7K, 3f 1155 LH/
FSH. $RJ5H KB IR VL, WA LN S 20 20, K 88 43 B
20 2 E TE 4% W 2 R REE IR 24 h, TR OP
HAURAFAE—80 °C M T, T2 .
25 KEIPEALARSFTINE

W 4% 22 5 W IV v [T 2 O D B2 21, DAL A i 4
WY1 R HE 38 10 min, 808 BK G B, 7F B0
B T ER AR N A U IS0k, BB AL
5 AT A A 2 B9 YL R v AR
2.6 KRIDEARMEATIERSH

FEOP ) s KA, DL R K AR ER, A
TUNEL W, T 37 °CHEE 60 min, #RJ5 A LLBAR 2
AP EEbR L PO E R BUA, T 37 °CFEE 30 min,
TR FROR R B A T S B R AORS R G TR
AR T R A% 2H K RO S 2 2 A B T A O (B
S SuNUE D IR o = R = 5 = - e
4 MR S A X 100% o
2.7 KR E AR FIET-F Hippo-YAP 15 S 18 B8 18 5%
FERFRIEWKN

HUAS 2R BRUARAF O B S 20 40, B BB R |, 7F RIPA
S wpIR R 24 1 BC A & B 2R Tk I An bk
JE LKA B R R B REAL AT 4 B I -, FH 5% [T s by
[ ; Il A Bax ., Bcl-2, Caspase-3 . LATS1,p-LATS1,YAP,
p-YAP . TAZ —$Ht (R R L5134 1:1 000) F1 GAPDH (#ii
FELLBIR 1:5 000) , 78 4 °C R E &, SR 5 A bt
(R BELL A 1:5 000) , 5% 7 1 h, LAECL 25 ; FH Tmage J
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Wb &AW RKEMBA  UBNEASHNSEN
(GAPDH) [ K FEAH LU A 22 8 I RIA K-
2.8 SritF4bE

K SPSS 22.0 BAF AT G H o0 Hr . B x +s 5
TN, 24 IR) B R B R R O 25 40 B, T LR AR
SNK-g i85, KK a=0.05,
3 H#R
3.1 ERIXXREEMFPGKFERIFNT

HIEH A, PCOSH K RA AR A 25
IR FPG /KP4 B & 7+ (P<0.05) ; 5 PCOS 41 L 4%,
ERIIL i 0 i 2 K B4R 25 )5 1R B2 (FPG /K3 b 3
AR (P<<0.05) ; 5 ERI fm ) 20 LA, BRI iy ) e+ 45
5 KB4 25 )5 1R 8 FPG /K 3 B & TR (P<
0.05), &MWL,

xR1 BAKBREEFFPGKIELLE (x+s,n=10)

p k) ‘
ik o $ e FPG/(mmol/L)
54 2394611852 2753612141 408£053
PCOSE 1349421.35° 3527342407 69£081°
ERIfGA &4 2589242028 32086 22.64° 5731069
BRIP4 255,384 19.64 2995141973 5174055
ERIE A4 2654112257 2806411728 4611039
BRI+ B 2541842165 338464 23.68¢ 592£0.75°

a: HIEW 4 ILE, P<0.05;b: 5PCOS4H LA, P<<0.05;c: SHERIE
FE A LR, P<<0.05,

3.2 ERIXXRMEHZEKFERZN

HIE® A L, PCOS 2K FUALTE H E. 7KV i 3
%, T.LH 7K °F- Fl LH/FSH 4 i 2 7} 5 (P<<0.05) ; 5
PCOS 41 Lt 4% , ERUAIK 1 . &1 711) o 41 K BRI 37 B 7K F-
Yy & 2 T, T LH /K - fil LH/FSH #4182 %K (P<
0.05) ;55 ERT & 77 s 20 b 4%, BRI i ) s+ e R IA 25 41k
BRI 375 1 B 7K 5 35 B, T LH 7K 7 Fil LH/FSH ) i
FTHE (P<0.05), 452,

*2 BAKRMHEKELR(x+s,n=10)

4151 E/(pgml)  T(ngml) LH/(mlUmL) FSH/(mUmL) LH/FSH
&S 49541538 4274050 WG2£173  1253:116 132015
PCOS 63584724 041£102  3825+479 11361137 3374042
ERIfGA &4 BA2E803 8181042 3037£369°  1195£1.03 254029
BRIP4 91561064 6641075 22751248 12281119 185£020°
ERIF A4 37521269 529050 1742£194° 12591136 1382014
ERIGAEERIAE 71352741 8932091° 33954427 11381125 2982033

a: G A, P<0.05;b: 5PCOSH H#2, P<<0.05;¢: SERIE
FIHA L, P<<0.05,

33 ERIMARIPEALAXSETHHNZM

TE 2 K LD SR A0 i e 8 HAHESI LA, W] WA
(7] 9 B ) B9 94 s 22 B o 00 B R A, 55 0 A
PCOS 41 K Bl O 5L 52 Z2 e Rp iR 2%, a) UL ™ o P A3 1 B
TR /D i S A D 0 S O 20 2, A B AR B
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HRRCE )/ (P<0.05) ;5 PCOS 41 Hb 45, ERIIG .+
o 7 2 A RO B 22 S R R D A, AT B T 6
ORI S R AN R A, Bk O B s L, AR
I 2 (P<<0.05) ; 5 ERI {41 LU 4%, ERI ey ) dat+ 4
BRSSO BN SR 2 2R AR 2O, P A 0K 48
JZ U/ RO 3 P A, A O R A o, AR e >
(P<<0.05). A ILE1.5:3,

E. ERI &7t 41 F. ERI =l i+ e A o7 4

Bl REAXRIPEHAHELEE
®3 BREAXRNEAATEEINEMERHERLER

(x*ts,n=10,1%)

ik S Hilk

&4 3984013 13454098
PCOS 4 15024 105 6131025
ERIfEAI&4] 12.69+09¢" 789038
ERIFA| 4 10312085 9034042
BRI l#4 8.12£0.640 1021£063°
ERIZ B+ R 13.04£100° 751403

a: HIEHAH A, P<0.05;b: 5PCOSH 4k, P<0.05;c: SHERIE
2 H#s, P<<0.05,

3.4 ERIXf X 5R P & 48 LU0 B T B9 #20im

H5IEH 41[(5.83+0.46)%] tb# , PCOS 41 [(18.53 +
1.92)% 1K LB 55 41 2040 i 0 1246 8 B T e (p<
0.05) ;5 PCOS 41 Fbds , ERTAIG . Hfr | i 351l S 41 B S 21 20 400
oA TR K[ (15.73 £ 1.64)% . (11.26 £ 1.38)% . (8.69 +
0.93) %134 5 Z R A (P<<0.05) ; 5 ERI &5 71 & 40 b 5%
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ERI &5 K+ 2 BRI 554 (16.49 + 1.72) %] K BN 2 41
MO TR RO E T (P<<0.05) ., Z5RULIE 2,

100 pm

B.PCOS 4

100 pm

C. ERIIEH 54 D. ERI il 4

EDIGR.
E. ERI =7 141
= T4
E2 JAKXRRIPEHELTUNEL L EE

100 pm
F. ERL il B+ A 7541

3.5 ERIXARINEALAFATHXEBRENEM

5IE# 4 Lh#, PCOS 41 K L BP #4121 Bax . Cas-
pase-3 £ [ IR K34 18 3 T, Bel-2 8 R A /K-
E AR (P<<0.05) ; 5 PCOS 20 [ %8 , ERIAIL . o L i 7 42
ZH K BB S 2H 21 rf Bax | Caspase-3 25 [ #6iA /K -1 i &
F#AI, Bel-2 81 122 1A /K P32 7455 (P<<0.05) ; 5 ERI
fe R 2 LR, BRI e A i+ 2R R 25 20 K R S 2 21
Bax . Caspase-3 £ [1 3 1A 7K V-3 i 5 FH 57, Bel-2 8 136
IRIKOT B RN (P<<0.05), 255 U1K 3. 324,

Bax e D G e o G 0| Do
Bel-2 D w— e G D cs— 26 kDa
Caspase-3 e SHEEND TN SN S— A ) kDo

GAPDH «iilis @ENES GHEED GHED GEES @HES 6 Do
A B C D E F

A:IEH ;B PCOSA ; C: ERUIKF &4 ; D: ERIH i 4H ; E: ERI
A 2L ERTES F) t+ 25 4L
B3 K|AKXRIPEAATFHTHAELARIZPEKE
3.6 ERI XX R P& H 4 F Hippo-YAP {5 S i@ BEHH %
FARIEH N

SIEH 4 A, PCOS 21 K BRUBP S 24 21 p-LATS1 .
p-YAP & 1A K V-2 & T+, LATS1 . YAP . TAZ %
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R4 BAXRIPEAR

(x+s,n=10)

BTHEXEBRAKFELLE

43 Bav/GAPDH Bcl-J/GAPDH Caspase-3/GAPDH
54 047005 097£0.10 037005
PCOSE 095£0.10° 038004 085009
ERIfGA &4 0.83+0.09 052+0.06° 0.74£0.08"
ERIFpA A 0.69£0.08° 0.79£0.09° 0.56£0.07°
ERIF A4 057£0.06° 091£0.10° 043005
ERIE A+ A4 0.87£0.09 0434005 0.77£0.08°

a: HIER 4 A, P<0.05;b: SPCOS4H HA:, P<<0.05;c: SERIE
FHRA g, P<<0.05,

265K 1 BB AR (P<<0.05) 5 5 PCOS 41 L&, ERT
1% A A R LR B4 21 p-LATS1 . p-YAP 25 [
FTRIKE 1Y B AR, LATS 1 YAP . TAZ % 1 £ kK F
1B THR (P<<0.05) ; 5 ERI i 7 & 40 He 4%, ERI 71
HAHERIA ST K ROP S0 21 p-LATS1 .p-YAP R 3R
R34 3 T LATS 1 YAP \ TAZ 2 4 ik K1
i E AL (P<0.05), 25 LA 4.5,

LATS] «—

e 140 kDa

D e — - o S

p-LATSI 140 kDa
T ————— o cRR WS s

YAP 78 kDa
s c—

p-YAP 33 kDa
s e

GAPDH «iilS WS TS SNES WNES WS 6 lD:
A B C D E F

A:IEH ;B PCOSA ; C: ERMEF 440 ; D ERIH | 41 ; B: ERI
P R 5 F L ERTES ) B+ RRIA 25 4
B4 FHEKRIPEZALZ T Hippo-YAP {5 S 18 IR HH K
FEBERIEHABIKE
x5 FHEKXRIPEHAL A Hippo-YAP 5 S EHEHE X
EARBKFELLE (x+5,n=10)

ik LATSI/GAPDH p-LATSI/GAPDH YAPIGAPDH p-YAP/GAPDH TAZ/GAPDH
E#4 093£0.00  038£005  091£010 0251004  L0T£0.10
PCOSEL 0431005 095£007 0381005  084£005  035£0.04
ERIfA &4 058007 079008 0551007 0724008 054+0.06
R4 0714008 0574006  072+008  059£007  070£0.08°
ERIFE A4 08910100 0421008 0842006 0361004 098009
ERIBAIGEEIAA 0522005 0892009 041006 0794008  0.44+004

a: HIER 4 LE, P<0.05;b: SPCOSH A, P<0.05;c: SERIE
A R, P<<0.05,

4 1Fig

DHEA il R B AL Z 3 5 A JE PCOS AHABLAY B
o NI AVRIIRAE , an 2 IR S R 3 2 M 4
BETH 32 AN K, 8% )12 W F PCOS A, B ot
T, TSI R IS R 1 B 3R8 , il S 8UE A
T3 22 A A R e Al , T 5 | % PCOS AR TR ; T
e - A R T A B T R A e R 2R I A
HELEEMNMEA, PCOS K RFEH H LH 7K F1 LH/
FSH T, X B T b iG-S 1A -k R b e e 2R, s 8 7 B
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HAISEH B AT BEAR S LA R 55 Fn 22 R PR i
AT 0 AR 55 K F DHEA i 5 PCOS K FlfE
FAdE AR o L ) 9 BRI EAT T U & B, PCOS K
R A B9 B8 22 B AR AE DR, DA Bt e v /L | e 4
SR AR FPG /K- T/KF . LH /K- . LH/FSH F[%,
E. /K VT, X $E7m ERTREAS 2 PCOS K FRAERE , 815
PR K-, /0 B HE 41 20 2RI AR

A £ 2 B B 1 A RS 4, LR T & PCOS
RS 4 D REIR S A SR o Bel-2 23 4 p g8 1= Y S
P A, Bax SR AR T LMY, Caspase-3 J2 4 L T~ 1)
FEPATHE XYL TR DNA W2 A A A% A2 i A
WAL B R E L, I 5 W T /MR RIE B R A
ERI 8 & S AE % 38 52 41 il Caspase-3 |- Fll Bax/Bel-2
ST SR IR AR T | ke AN T, T e R RS T
B NE LR A AR AR R I, A% o S
)5 ERL T U5 i PCOS K BRI B9 5L 2H 2240 B 0 7 0
/b 20 U T 48 $0R Bax | Caspase-3 25 [ & iA K-35
R, Bel-2 85 R IA KT X HR BRI fig 38 1o 98
ORI T, B R B PCOS, i TR0k 41 i
SERZI YP LR 0 R 2R 22—, ELR 2SR i ik
Y ARLAE T B 76 A 5 R T s R B S A A
FRCASAIF S 0 B9 SR ZH 20 e 8 T ) 200 B kg R A L 1
W X UKL A0 A R A7 4 SR AR T, S T A O T A% 0
A,

Hippo {75 51 6 2 8145 4 R 78 A0 O 12 Sl s i
‘B R H . Hippo {57 B IE 3 20 YAP/TAZ & & Wyt
PR Ak, (o JFL S B8 A0 T b I e 2 B e, S800 A= RARE
LR F IR0, AU A AN RS B & B MY, A
FE R, BIE Hippo-YAP {553 % , T S Bubfi v /N iR AR
HRE SR, AR R LM, 2K b = 7 i ERI
T1i5 , PCOS K FLUH 41 21 p-LATS1 . p-YAP & 1%
K2 5 A, LATS 1 YAP \ TAZ % 11 5K
B E T, X 2 78 BRI AE i Hippo-YAP {55 53 % %
T AR E B SLOR 20 MG 5 . Rk — DR ST ERLIE L 1A
45 Hippo-YAP {3 5l i 7 PCOS P IAE ] , A58 16 5
FI i ERT 7 A4 Al 6l FH YAP 300351 591 4 B9 25 Ak 1
PCOS KB, & Bl ERIXF PCOS K B PR & /K F L UP §.20
SU 252 S A0 M IR T A 80 RO A A ] o Xtk
— A I8UE T ERI 7] fE38 i 41 ] Hippo-YAP {55 5 18 % 7F
PCOS " ke .

Zx [Tk, ERIBEME HE PCOS K il B 55 Uk 20 it 14
B, PR PR OKCOF AR AL AT AE 5 90 ] Hippo-
YAP 55l A G,
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