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AMPKIE 518 B 7£ JR 15 DRRE0E T B9 A R ALY
Wit R

R FEMA EHE TR X&' RERT
(VBRI EE 7 L, BP0 £ 95 2 k0, A BB I 2 70 5 B B A 5,
AN TN )11 5 S, A 6111305 DU 1| 44 A A BRAA T, RS 610000)

WE  REIEHIE LT IR S Y A A AR A9 AAE | R4S TN IS A R IP
Fit—F LA ZESHETA L M T BP0, AR, RFBRENE G 45 (AMP-acti-
vated protein kinase, AMPK)# 97 /&0 & F 49 <42 4= B F, 5t EAMPK T @3 Lsh4n & va F & ¥k
¥ (mammalian target of rapamycin, mTOR)1z 5 i 3472 7] I (Hippo) 1z 5 i 353845 JR 44 97 70 49 AR IR A
BE. ZHXEELZAT AMPKAEI AL R F4ER ,, ZE/AF mTORAE 5 i@ 844 Hippols 5 i@ 551
F2JRAE IP TR BRI E 094 ) AAAUA] , MR A R R I TA A = ¥ 6 B A e P D R %
) RS I I A,

XHEiE  AMPK; 546 URVE TS ; mTOR; Hippo; 15 5 il %

Research Progress on the Role and Mechanism of AMPK Signaling
Pathway in Primordial Follicular Activation
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Abstract The activation and development of primordial follicles is the beginning of reproductive func-
tion in female animals. Primordial follicles are transformed into primary follicles and their further development
is affected by various factors and multiple signaling pathways. Studies have shown that AMPK (AMP-activated
protein kinase) is a key regulator of follicular development, and AMPK can regulate the dormancy and activa-
tion of primitive follicles through the mTOR (mammalian target of rapamycin) and Hippo signaling pathways.
This paper reviews the role of AMPK in follicular development and its role in mediating the mTOR and Hippo
signaling pathways in the regulation of primordial follicular dormancy or activation, in order to provide theoreti-
cal support for better solving the problems of reproduction barriers and low productivity in livestock and poultry
production.
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O 5L M Vi LB P AR A LR P
SERR AR E, T ORI A2 OY S DR BRI R AE R B
() B EE T RE B, A ME TR IR LB ) A B I R AR T
Re s Ar . JE AR BRIE HH i RS BBOE A8 AR K
ARAS I 2 9 S5 46 OF VO RS0 , B 546 O m 47) 42
SR IR HEAL 1, 4k R B A A IR 5 HE H OF BE4H
J oSG O VLI A K O I M 1 LB ) A
CHEA IR, 28 Bl K7 AIE 510 B 3L [\ VR FH ) 45
o BRI, BRE TR E U (AMP-activated
protein kinase, AMPK) & — i FL 3 4 4 Hu 2 15 1)
E RS 22 2R (75 AR, 32 ZE R4 A
AR AN RBP4, DRI AT 4% ATP & RN 43 A,
PR M RE B T AR B BEAE X H IR AT R
W, AMPK ] IS {457 5 (Hippo) {5 5 18 i AT 3,
) EE 05 2 ¥ [ (mammalian target of rapamy-
cin, mTOR)(E i 2 5 Z P & R A A2, 2
V2R L B ) E A e R G DR 1 W AR 3 R
AMPK S HAG 5 38 6 78 R 6 U0 Hh 4 2L
AT ERR, DU i — D iR B 2%, It N
& e MEVE I 7L B P BB 1 R A Ak B R AR .

1 JRIRDNERIE

JR 46 ORIER B 1 ) 3h SRR IR AR KR B I
1k, 2 SR AE BRI H LIRS AR 9 AR KRS 1 I AR,
R 546 5P v 7] W) % IRV () B A0 Wi AL sh i J LA
B 5. J5 6 AE BE 41 i (primordial germ cells, PGCs)
T NAETE I, 75 AR B I 22 Pt i A A 2
AR B )G, 1B AL TE P R A .
OY S R 2 I DNAK il . 42, (R, fHZk
Wiz Ja, Sb e . K2 £ 0 BE4H f 78 G LA
Az BELAT LE CHBRS — IR O3 LRSI WA, £ — AN
I B b KA AR R BT, T A 45 BEL YT () B
I 240 1 2 T A RORE 24 B, B, A EL O 422 05 T B 46
G

AT B PP 56 ORI TR SO AR A — 1 2
5, MEVE/N BRIIPGCs KZIFEZZ AL 5 10.5 R #E N
FEBEIE, T ARIEAE; L1135 K TR E 3, 25
52 BEL 7 72 A2k 1, 24915.5 K Bf B B 41 o £ 5k B
KAH; 2917.5 RIS & MR, K& F O BRI At T,
FAA G B 2 6 45 T RURE 20 A B T 2 S TR B 4 B
WU, T R ) LIPGCSTE R L UE g5 i fa it #8 N
AEBEIR ;24911 J B 43 L 70 RUZR 7, 24920 J8 B B RE4H

O ok B oK 29248 I A HOARAE L, 5 REAH ALK
LT RUFE AR URVEM . JE G ) LEAPGCs 13 5 M ik
PR3 R AT, GEgR 18I 4% I h 1 1 2% ml Wi
SLRIPGCs, MEYR21K M A FEIE R . R aE
FANE] 78 57 = Fh 2 2384 i), PGCSTE M UR47 RIS )3 3))
A 2L, WEURSARI, B2 )5t o 2= H BIA A4 B B
S MO B, B8 5T AH A 0 R IR R A — L i 46 ORI IR AR
TE R, BEUR6 1R, Kz o v 2 tH IR & A A 5 B
IHHHE, B2 AR = H I TR 2 B IR a6 O e,
IVERCGA S, — 860 Ab TR BR 9 (%) J57 46
Bl B A L BRIV IR S B A N BOE KA, T AR
LR YRR MR OV . T AR O R O A i P
LHT/R AR 4L BE BRI AR AR K, T 1) 5 46 kL
219 (primordial follicle granulosa cells, PfGCs)%8 i
SETTPRB R A, S ELRURL A B 5 K B ISR A
SRR e JE] B O, T G SR 4 AR R Y T AR B i Rk
1T 2245r ZIEFE I PGCs i [l (P R4 ™. S5 a6 Ryl
FIE AR B 52 B . 5 4 FUkz 40 HO 3800 AN 4y
A0 BEREAH AR B 0E A AR K = AN 2 T AR B,
2 B 2 MR TR 2 AME Sl R ST, T AMPK AT
BONEKE, 2550 INEEGE 1R, H HAMPK
A F 2 MME S IE S 5 R INEEEE" .

2 AMPKHVEEH K = ThRE

AMPK 2 — P L3040 40 M 258 1) v DR
()22 5 1R /70 28 FRUSR , 72 FH o=V KR B-SIP A y- M1 5
2RI S R = T A (11 2), AN FE BB 121010516,
AMPK -GN [R5 R i 2 1 5T VAR 2H A, R
A oA T IEFE ] (al . a2), BHAS BIEIEFRE (B1. B2)
FIEAYWREFER (v, y2+ ¢3), I HixX iy FrE A A
AL IR T, o= HE A IV A, H NoR i & —
MEG R LR IR (75 BB WEG A, B S 2
—~H =145 1) (auto-inhibitory domain, AID), AID
5 ORIl — AN BRI, B-IEFECOR S 4h
PP IER3ZE 4 -V PR CoAR i 5 AA) IR - PR ) N By 45
Rt JERE T AMPKE SR O AL, SEENR
Uiy A IR A S AR AL, X AE 1 AMPKAETS 5 5%
JREE G 5 y-MEHE A DA A I 52 AR e e -B-5 B
(cystathionine B-synthase, CBS)E. 5 /741, Az i1 fiL
K24 AL A 5 4, LERFLEN R, A7 1R
M3F 5ATP. ADPEAMPEPELE G, A4
AMPEREE LA, AL 2T S 2 s,
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Fig.1 Primordial follicular activation (modified from the reference [14])
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AID: auto-inhibitory domain; B-CTD: the B-subunit carboxy-terminal domain; CBM: carbohydrate-binding module; CBS: cystathionine B-synthase; C-

lobe: C-terminal lobe of kinase domain; N-lobe: N-terminal lobe of kinase domain.
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Fig.2 Structure of AMPK in mammals (modified from the reference [15])

AMPK )35 14 52 3] AMP/ATPE{ % ADP/ATPL
EARA BT, FERERIBE IR R, y- TR A 5 1
MIfr 535 ATPSS &, fETH ERE ESIBUIRA T, ADP
o AMP 2 RS HUAR y- 37 JE 47 55 3141 ATP, 1T 42 i
AMPKYE Thr1 7207 5 B AL, 5 3 AMPKIE P41
5 10015 U8, 75 5y 5 AL e B BOCIRAS R, A7 A 1
(1) ATP 4 AMPHUR, 52 AMPKGE— 25 (1) K3
o BEEREEIRSE IER , A5 11 AMPAILL &
3ff] ADPE;, AMPIZ i i ATPEUAR , XA #E T Thr172
LB AL , i AMPKIZ D Pk &2 31| 38 Bk 45 190,
AMPK [ 35t 1 52 2] 4k ATPAR IS R 15 . &
EMB YRR, RBER P, mBRE. HE

fiti B1(liver kinase B1, LKB1). 4557 /451 & K
I B N O B(Ca®t/calmodulin-dependent
protein kinase kinase B, CaMKK)F1i iR 1t 7% 1k,
KR T BIE AL B 1 (TGF beta-activated kinase 1,
TAK1)% AMPK Ll 1), 5-20 FEmKMe -4- 52 2 - 1-
B-D-#% 1 (5-aminoimidazole-4-carboxamide1-B-D-
ribofuranoside , AICAR)?!, 4t #)C(compound C)™ .
RO, e R 2K 24 ) P R R A B
AMPK FIE A £ 224 o

AMPK = 51 12 20 i A AR AU A 4 57 e BT
i, W AL Sh Y4 SRR . BT S A
(K1 AMPK ] 38 T 2] 26 W A T IR (KT BN, 49 55 o
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B 0T 7 R 1 93 e AU B2 v 4 R R D, FE A A
HARARH . AMPKA o] 0 2 (5 . A% BE AR
RNA G A8 A A G I B B0 2 115 (3 P, DTG HL B
HA BACHEY ., AMPKIE 0] 78 B 11k 25 R0 8 2 i
BE T, 5T CaMKKBIR 17 O 58 filr i 28 7t
H KT AMPK AT I 15 $8 £ 151, AMPKOZ i #10i|
IR LKB 1R Ui RS A4, X6k T I Jeg o A6 B4 45 ke
S5 A0 ) A0 A B ) U R A 12324 AR B e U T
AMPKTE 5P HLR1 52 4L 55 4 5 8% B b R $E B 1) R 5
,ﬁz)gﬁ[ZS—%]o

3 AMPKEINELZEHIMER

AMPK A i 42 48 B N (10 A U R0 4 R e &1 1,
It HAMPKAEA RV P P BEAH M . B9 F 20 P
7 40T RN 25 A v 3514 3R A R, 1S 8 AMPK AT R A2 1
ORI B O R T

BT B H AR AR/ B OP BRI, 725 A
TR BA TR TR BRI L A () I 85 R e R B R
FIE 8 I AMPKISUE 71 (AICAR) 5 3 H el £ 73 222
MIVER, g5 RIL, W0 AICARZL S5 X AL, A4
KA (germinal vesicle breakdown, GVBD) EL K izt
328 R T R M AICARIRE 1551250 pmol/LE i 5
AU EEA L GVBD LR HEEH , 24 AICARIK
TEZ1 000 pmol/LINF, {545 5 Fr 240 if (0, [ 1 O B 40 i
GVBDU R ZE FF . KB AMPKEUE 7 5/
B O B2 B ) el o A, 3G MGVBDLELZPY, ]
WL, AMPK I P75 5 U9 BRAN M is 5 e 22, e it o Bk
YRR B L

HAEFFFR, IR R G 0 R i 2
ik B VA S A ) 75 e ) A B R RT3 S &
WSS USCEE B ST AN, 25 ORI, VAR A R
AR R K AR B, BRVELE R G I, UKL
Jitg Fh AMPK f B2 4k /K 7 Fl B R 1L AMPK 5 & AMPK
(LRI B Z AR B —wrsed, W3R B
755 B AR UK BRI O 8L R R EUBOR 48 L, B T A
RV EE (0. 458190 ng/mL)) & 2 (dihydrotes-
tosterone, DHT)H 1575 24 h, 45 R 78, AMPK
P& Ak /K P B A DHTHR B 38 I F g 250, 4k, i
Hn FSH(follicle-stimulating hormone) 1] #1i] AMPK ]
WERR AL, ek MUk 4 ff 39 58, {H DHT(90 ng/mL)il4h
H 24 W] {23 AMPKBER AL, , 05 F00RLEH it (1) 384 5
I HAE H AMPKI#E 771 AICART] BH W FSHA 3 1

2 M 4115 B B (extracellular regulated protein
kinase, ERK) W2 1L ; fd AL &4 C(— P AMPK
0 7)) Ry 41 AMPK ) B3 R A4 B2 v 40 e 34 5
¥ M cyclin D2[(J3iL 2, XEW], DHTIH TS
FAMPKHIHOE , A0 ERK FIBERR 1L . R,
AMPK [PJ30E 2 3061 ERK FFIERR AL, AT BEL (b R0
YL 2257 5

2k b ik, AMPK U AT 5 5 UF B 41 i 5
I3, et O REAH M AR R, (E I 2 BH LB ROk 4H i
A 22572, MHIIIE R E, b SRR . HIiR,
) 1 AMPK IR B0 A7 45— AN B 1 3], AMPKGE IFf
PRI AT DA RE S B AN e D SR O, AN AR S
W O BEAH M RS o

4 AMPKN SESBEIEAITRGINE

HUE
4.1 AMPK7+SmTOR{E S @B IEZ R IR/
BE

mTORE — M 22 Z R /77 2 B , W] R 2 4m i
AKFIEIE . mTORYS 2 Fhdx B 5 AH H.45 6 T8 ik
PR AR E S, Bl mTORE &4 1(mammalian
target of rapamycin complex 1, mTORC1)fI mTOR
24 %) 2(mammalian target of rapamycin complex 2,
mTORC2)B%, Hdr | mTORC 1 AJ 4 fill 1 A4 1
HEEAER, IR 585 S 81 - 1a(hypoxia induc-
ible factor-1o, HIF-10) M IfiL 5 P 7 A2 K K F- (vascular
endothelial growth factor, VEGF)[J#iA ; mTORC2
AR LS HE A 2R, IRl I serd 73 HUBER
A E B 35 B(protein kinase B, PKB/AKT)P',
mTORC 1 #3132 B 57 52 AR I B B (receptor ty-
rosine kinases, RTKs){& 5 18 B (1) 7. 4 g 4D A
YR T4 MR 3R 1 RTK s, 305 R A AKTEY . AKT
A Ta) 4 Ae o 4 i ) 3 2 1 D URA 5 25 ] Mye AT R
TS R

TSCIMTSC2 5 — KR =mTORC1 ¥ H £ A%
& AS, Hor, TSCUETSC2MR R 45 14 g . TSC2
IGTPasedl i & [1(GTPase-activating protein, GAP)
AN HIMTORC 1 )3% M, TSCIER 3 TSC2975 K i 8k
A% G 1 i % T K T B4 1 M B 4L JE (tuberous scle-
rosis, TSC), X 7& — M LLR &4 K40 M 4 Bl 1 R 1
Ji 988 R AIE (1 295, TETSC1ELTSC258 4% 1) 41l fig 1,
mTORC1H A 45 63% £,
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A BREOE, 14 TSC2HEi1L, 3 TSC2
HTSC14r 5, MMif#ERR 7 TSCI-TSC2E & WXt
mTORC1HIHIEA , FE mTORCIFE . B EHR
FEAE K KT 1 (insulin like growth factor 1, IGF1)t 1]
T8 22 2 ) 15 A B U (mitogen-activated protein
kinase, MAPK){5 ‘5 i fift b TSC1-TSC2 & &%}
mTORC1 {31 B2, mTORC 1% AL TGS R 74
THZHEARS6 £ 134 1 (ribosomal S6 protein kinase 1,
S6K 1) & HA% JA 8l A -F 4E(eukaryotic initiation factor
4E, eIF4E), M2k 5N RF2H i A 2 (1 R0 PR AR A 1
VIR A, WS R, (R B A KRR
1M TSC1-TSC2E A4 #H mTORC 1% 14, 4EFFR 4G
R B,

LUSEME S O A /M5 77, ELA AMPK A7)
1AW C AL BR T BN HLAH 21 - R R R I8 & 1) AR 1k
K EAEIIREINE K E ERIX . @RI, HXf
HRZA AR LL, AMPKAHI7)(10 pmol/L, 1 h)kb¥H 10 H #
/NERBPEL, BB mTOR A& H i A A %A B2 1 S6
FN B B L 45 X T 4B(eukaryotic initiation factor
4B, elF4B) I R A 7K V-2 I T iy, 177 TSC2 1 B 2
K SAE AL B 5 B A ; AMPKATIHI )AL FE 1 hZE4 h)E,
5 mTOR N5 ‘5l B AH K 1 HIF-1a )% VEGFAW)
mRNAKF-FH5; AMPKAIHIF)(10 pmol/L, 8 h)kb#E
ONER S, S UE SRV A B BRI, TR IR 2 BRI
BN, RO Op B M G . 3R B AMPK
FOHIFFEE mTORAS 5@ 1%, 341 HIF-10f1 VEGFA
(PRI, 233t I 46 O Ve ) 8rs AN AR K, gt T e 3t B 5L
ARKAMENRE. 45, AMPKFHIH] i TSC25
i, (e 3EmTOR T 7 £& [ SO elF4BIIMERR AL , 32
HIF-10MVEGFAImRNAZR LK.

AR BT IR LR, X3 H RS SPRZMETE B I /)N
SR ST RSN IR, I TR I AMPKIGE 7] AICAR
BAIHIFIL A PICAL BRI FROP 5L, 45 ORI, SXt
HEAAH L, AMPKEE 77 (1 mmol/L)AbHE fr 5 £ o JiR
G IRV A, TATIZ% O IEL A RO 0 B 5 4 O
TR ; AMPKIS0E 77 (2 mmol/L, 4 hyib P B i p-
AMPK/AMPKIE T, 17} p-mTOR/mTOR A p-S6/S6F#1K «
F W] AMPKITE 771 AICARE L3 AMPK F£{ mTOR
WEER AL, $H U So B ABERR Ik, , 4 4G TR v
e AMPKHIHIF (10 pmol/L)ALEE (KGR S rp | JE AR5
TR T X BR2H, FIL ORI LR H1% SR/ R 46 5e
TR TN HR A, AMPKAMIIF(20 pmol/L, 6 hydbEE ) 5

H, p-AMPK/AMPK (X, 11 p-mTOR/mTORA p-S6/S6
FHiE. R AMPKANHIFILAPICHIH AMPKIE 14, &
BEmTOR K i8R [ SOk ER AL, 1t M ek i an up e
BEEY . B AR BRI TR I, B AR 4R BRUELER
AbFE 24 (IR IR, GPVEA K MR 46 BRI R AR B
AH T TR BRRER B, SRR I LBl 1R
T LRI A B, TR ORI L IR IR A
SRV T IR Wl 7L B AR E B OF 5 p-mTOR/mTOR
Fp-S6/S6F#AI . REATEIG NPy, Hil A A vTid ik
mTOR(E 525 A P 51 S S5 4R ORVEes . 25 BT
DL, & B AT iR AMPK/mTOR(S 53842 50 J5 46 oY
T -

gk B Rk, AMPKIF ] v] 5 ELTSC24% 3%, fiff
mTORE L, #E— {3k N i 7 T S6K 1 ¢ ALl 7
HEL AR R30S, AT (12 33 O 448 it 1) 2 1 3 3 A R
PR AW R A, 0 S0 BRI, {3k BRI I AR KA R
g, IF BiE = HIF-1aMVEGFAmRNAZK -, {3k 5p
A KM ERRE. AMPKIHILSHETSCI-
TSC2E AWM HImTOR ¥ 14, 45 5 46 IR I (1
1E. b, % Tl i AMPK/mTORYE 5 1842 14
28 S5 U5 UL o
4.2 AMPK7T SHippofs S @ HIZRIGINER
HE

Hippo i % /& 21 i 184 58 1 F7 P i 4s i i, Hm)
TR TR . W T, RESSE KN, BE
R EMIARSEE T, AEAEFE R G, B SRR A
W FLBN YR A K B RS R AR AR P, B
HIAE F b o & B Hippo 6 42 60, 45 3 b 28 1 38
Hippo Ml Warts, B4 8 BXAE — i PR 1) 5% A0S )
Yorkie )i M o TEM FLBN A0 R, IR AR B2 2%,
FH R B 55 B A3 #0602 P AN TR A - Hippo [FJR YY)
A0 E I AL 30 STE20FE I 1#1 2(mammalian sterile
20-like kinase 1112, MST1HIMST2); Warts =] J54
B K e # [R -7 1F0 2(large tumor suppresser ho-
molog1 12, LATS1FILATS2); Yorkie[d]J54) €15 yes
FRIEER M (yes associated protein, YAP)F1.E A PDZ45
5 7 11) i 5 LB Rl F (transcriptional co-activator
with PDZ-binding motif, TAZ)“", XL/ AN
—MAWT KEORESN—H7, KR
Hippoi& {22442,

W FLBYH , MST /29 5 W R A e #5325
WWA4SH R E G &, WG IR 1L LATS1/2 50,



2202

LATS1/2358 T4 o —> i FAMOB(Mps One Binder
kinase activator)ii , PG ) LATS /23 B 2k 1k
SR T YAPH Ser12747 £ ¥4, YAP/TAZZA &
AHEEDNALE A, e R LS PR 5 EDNAL & 8
FIERE AW, Rl i e s G 5 44 38 (TEA domain
transcription factor, TEAD)ZJi , IX A& A4 ml {2 ik 24
JL A= KRR B DA R A 4 B T i BT s, 4 )
RUUNIEFEL B . T YAP/TAZS I A2 ik
F X8 AMOT(angiomotin). AMOTL1(angiomotin
like protein 1)F1AMOTL2(angiomotin like protein 2)f) 45
A ARG 5 P RE B YAP/TAZ, R HEHZ AL FILATS
X YAP/TAZI Ser 127 (R AL, IXPPRERR AL AR T
YAP/TAZ 5 14-3-3i R IRE 45 &, M YAP/TAZ
Tiiy B AE 2R ot o 1), SO HERR R A A, (75 R
e AP 391 3K 1 cyling B4 S5 BEAR G IO RE R e
i, M BRI A AR KT,

F 72 2 #H, Hippofs 5l # HMST. LATSHIYAP
FEAET /DR IR SR A M b, I H 5/ B0 546 O
T RN FLAG B 7 A DG 1840, FE — TR 77 /N B B
ST TR R ORI, LATSTSRAIG N 1 A JE 20 A
T2, JF S BUREGR UH R R EGS DR A B 3 DY,

HUZEIE N7 /)N B 46 OV AR S0 5 TSR, Aar il
3 HE& /N B OP S 7155 77 8 K J5 Hippoi % 3= 2240 4y
JeRIBAA, I3 H RS BRI 77 8 K S /I B BN £
Hippof& FiBEHHMST1. p-MST. LATS2. YAP1AI
p-YAPI¥JHRIE. S3IHEBIAL, NP EE 78
KJG, MST1. p-MST. LATS2M 1A 1Y 5 b,
YAP1. p-YAP1E [1RIEEFE N ; p-MST/MST1.
p-YAP1/YAP1LUAE 2 08 /b . T8I 1) YAP 1B A8
TR BRI, R IR FH IS5 T 80K TR 5 YAPLIW A
&, P H RIS EE BE AR . @it YAPIHE
DRI ok, R BOL S 46s O9 vE 50 i 8 35 19 0, T 40 20 IR Y 4
HIRD. 45 LKW, Hippofls 58155 46 P i 134
TEE YIS, I H YAP S M U . 35 52 5 46
SRR I R

HABHFERY, GEE ) (K% & 5t AMPK
FTLATS 2 R0 5] YAPSE P 12465152 AMPK
FRILAMOTLIEE ), ff I F25E, #8 /5 AMOTL {2
LATSYE Ser127 L L YAP, MM 55 YAP S 14-3-3
HEML S, ek A% HERR ; AMPKAS YAP
TE Ser94Bi AL, MRS TEADIAH BAEH, il
HITCVEIE 5% ; AMPKAE YAPTE Ser6 11k, F&1I%

YAPHE BTG RE J1 o 1X = PP IR 235 AT B YAP IR
ik, FECFIS A SR A FGIERIA , T BHAT
A

LU%E MR 10 H 8 /N BRLOP LT 1R A0S %, R
F AMPK #1574k A4 CAb 35 51 532 21 5 %5 YAP J2
LR i3 % g 4 4H 24 K TR T (connective tissue
growth factor, CTGF)IEATHLI , KI5 X FEZHAR L,
AMPKAIH5(10 umol/L, 1 h)Ab3 )5, BHEL 1) A i) %
RGPt g IR, AL T ANAZ I YAPEL
N, I HAMPKAIHIFI 431 h#4 his, CTGF
FJmRNAZK V- T+ 5. CTGF2&—F4ifiusE =, fE41
b IEAE. MEEH. (AR RS AR R OR 4 H B E
R B350, 05T L AAIESE, Hippofs 5 il #% - CTGF
(18 e 3t P S M () A K L A7 A A B, 5 HL
AR, AMPKFEIE PR T YAPHK i1 CTGF
IRIELeS, 2 b AMPK ] S 80 YAPE AL T4
HtZ , (it CTGFARIK , 331 vl il 46 O Ve R s
A, (ERE IR S A KA RS -

AR I I AR SRS 7R 3 H kS SPRZMEE R /1N
B OF ST R I, AMPKBGEFIAICAR(2 mmol/L, 4 h)
AR /I B B 5 p-AMPK/AMPK 2 38111, p-LATS1/
LATS1H% 5 Z 8800, 17 p-YAP(Ser127)/YAP 5. 35 441K ;
AMPKHIHFIL A C(20 pmol/L, 6 h)kb H 5y & j5
p-AMPK/AMPK# 2. 2 [ZAIC, {H p-LATS1/LATS1#1 p-
YAP(Ser127)/YAPZE R AR E W, X—45 15 Lkt
FARH I AMPKAM L 2E YAPE A7 T 40 iU AZ 458 A
—H, HEM AT BER T AMPKI 05 YAPTT 51 2 —
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