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RS AT I Y], FoR g & B, AL 2 S Y&
F 2 (tuberous sclerosis complex—2,TSC2) /& 40 il & (A it A A%
AROCAR i B iy — A SCHHE S 7, 5 TR kA% UM
KA FIE 3T LA RE IR B HAE LS A 0] T A0
RIBEIE — H e iz g B 2 ST B s B, N5 5 1% i
B B0 A JE R TSC2 J2 Ak 22 AR AH S AR 5 8 8% 10y L [7) 7 o5, HL
X SEAR AR S KRS A s F i PR OG, 7R TSC2 W fig
VE R A 0z 3l s TR BB TE R f . B, A SOt TSC2 5
IR LK TSC2 5 AR AR 5 A5 53 #% OC 3 /Y AIF 90 i i DL &3¢
A [ I X A 48U B 0 TR AL A A 9 Ok B A — B 4
LA N A7 4032 sh it TR A BIL I F 5 B2 41600 ) W £

1 TSC2 51IR
L1 TSC2 7 53 15 B 5 3% Z AR IR 1(IRS1) 9 T i

IR 3222 3 I g I I 22 D 0 00 20 20000 I 02 38 52 o 114
JEPERRAR IR 8 3R R 42 HCE A PR AR T H 52 4 i A5 5
B 3 20 B AR AT — AN BRI B S kA TR, R
ZAKIE Y (insulin receptor substrate, IRS) J& [ 5 % {5 515 F
WETH R EZAE S T2 — BT RoR AR RS R
V2 36 WA T T B 4, HC TR 9 e iR 5 3R B B A 9 S 5
PEATDRE W, AR ROR T W0EE FR AN A F/ROREHIR S6 G 1
(mammalian target of rapamycin/p70 ribosomal S6 kinase 1,
mTOR/S6K1 )3 i 1 5 15t 3 15 TSC1/2 Dy e & 43 23, i 72
TEH 6 B0 T 40l mTOR/S6K1 {5 %5 8 B4, H AT IA 2 - TSC2
o o I ) Al i T LA R R 5 2R A S 0 B A, BAARL R
JE T TSC2 19 Ty B B 54 % mTOR/S6K T 13 41l il 4 FH 1
2K, DT 58 T 2038 e X I B 3R AR S 1% S Y B S B R Y A
Mo

TSC2 S IRS Y 22/95 s M W 2 Ak . TRS1 Al IRS2 #4

R Z W L2 IR ETR R AL AT, I EL A 4348 T LA okl B
FE K, HATHFTEIA N IRS b 22/98 4 M o 5 k2 B 2
T2 IR A (0 o4 T SRR OS FLu R B 345 5 0 6
BRWATE L 4 24055 50 Tl LR B BR 1L IRS 22/ & iR i
R B R AE S E B AE S I R ALK AR IR,
Harrington 25PWF5Y & L. TSC2 i 45 1) 7N BUE i B £F 4 40 g,
JLIRST 1= 22 501 A7 o5 R A0 A 3 18 s, o0 s T UL 1 3 il 3
(phosphatidylinositol kinase, PI3K) {55 & 538 i)™ & 52 i
F BT RE ¥ B TSC2 2 5t 8 45 1) 22/ 02 9 I Ak 47 5 &
FALHG Ser307 .Ser302 .Ser312 .Ser616 . Ser636/639 {7 s5ill IRS
g2 R W R AL T LA B Bt R T B B A S LR
A 45 WA T7 I, — 7 10, TRS & 22 /95 S R 1 B I A BEL b 1 U
BRZEGHIEY Z B4 IRS 1T £ /5 AR ik
AL AT IRST M B R L B A R 45 & (PTB) X 8, % X 4l 5
IRS FU I TR Z R Z M 456 A %5 00 —J7 I IRS 1 22/55
M2 (B MR AL T RE 5 IRS WY B A#AT OC . PRI TSC2/mTOR/S6K1
Xof Jt K 2 A 53 6 1 02 B VR TS A BT R & AR AE IRS KF

TSC2 i F mTOR/S6K1 15 538 # 75 IRS1 ) mRNA %
ik, Lamb FI Hunter %" 5% & B0 TSC2 # Bk i 44 g H: IRS1
(7 mRNA 235 F W, 10 TRS2 9 mRNA 35 K Z 5, |7 i
Harrington 45 P % 81 7 T[] 49 25 5% 2% F RS #F 3581 3 A
TSC2 J& IRSI 1Y mRNA AWK E F K. Shah FUHRE .
TSC # % 4n i, H IRS1 A1 IRS2 Ay mRNA 235 ¥ B AIG, 3218
TSC2 %f F 4+ IRST 1) mRNA £ ik BOFT A, HEXT TSC2
& A5 5 M IRS2 19 mRNA Rk /7 A i . H & A% #
(mTOR i1 7]) Ab3E TSC2 #bk 48 5 IRS1 i) mRNA % &
FFRA KT O SR RNAL 0640 SeK Yy F 5% R .
TSC2 fif Bk 5 2 IRS1 mRNA F Ff & i S6K1 Fl S6K2 H: [f]
IS U KBRS R TSC2 Al LU M TRST A9 mRNA
Feik I H TSC2 3k Fp A &3 i mTOR/S6K1 {7 5 i % 52
BT

TSC1/2 7] L43E i B2 i IRS 14 2K 4 2k 5 mi Jjk & 25 5
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% 38 T E . Shah SOWF 58 & 2 . TSC2 5% TSC1 i B 4
fitL, TRS1 F IRS2 (1) 8 11 23k Fke e e 34 F B, LR £ 24y
FEPIAST7 10 TRS1/2 9 5 55 /KPR B AT TRS1/2 B A ik
1.2 TSC2 5 40 Map A it

AR 5 02 IR 9 F2 B BEARAE  H W4 56 TSC2 5 IR
R 5 32 B A v e O R I 3% 530 % Y B S i Y O I
HEBRE R RAARD , H Jiang X 5 12 BE5E & B
TSC2 25 T /N MO =X 25 (5532, T 7 46 B 428 404 1Y
GOSN E N N H A BN R, BRI ELEH,
Jiang X% X TSC2 5 HEAC S 10 & R VAT T HR 40 09 B 5T,
W AT A AIF 9IRS TSC2 AT LAAG %501 7 1L 47 200 6 75 7285 40+
HoE A DTSC2 Bl b 40 A 8 15 3% ol 384 4 0 428 1 % Uk
s SR siRNA #] TSC2 ikl TSC2 & 35 L0 15 1
T A B 4548, @ TSC2 8 17 4 45 ¥ 5 18 3 1K (glucose
transporter, GLUT) [ % i, 1 40 M 76 JiE 5 3%~ ,GLUT
BN A0 M 5 B Aor 25 A0 I, b ot R e % R A AR I
A5, Jiang X % M SE o  TSC2 bk 40 A 78 5 5 25 03
T ,GLUT4 Fl GLUT1 [f 4 Jf 15 % 437 16 B 42 314 2190, B 7E (A AF
58 W TSC2 R BR i /I B, JHC T 0 7 44 0 45 I e ) b 35 B
I, S E 7 G W ZE R B GLUT? [0 41 it B i B8 52 i /b, LA
25 BEISE S TSC2 78 I 5 AL A 2 M A a2 A v 1) B A
Mo

TSC2 5% mw 4 AL 3T 09 HL A 58 7R . TSC2/mTOR 3 izt 4
Mo #E#: 8 H-170  (Cytoplasmic Linker Protein—170, CLIP-
170) FZ 0¥ G0N 00 20 U5 R R 260 W 42 80U 10 58 i, DA T
AL, CLIP170 2 — R 98 45 2B 11, 5 /N 30
TR BT W KO TR 8 R 10 5 i it — 2 () TF 5
R AT GLUTs B2 5 2 e B IR &1 160
(PKB/Akt Substrate 160, AS160)/AN[F, AS160 X 4 % b iz
B 5% ) 32 2295 S Rab A8 =X 09 28 90 45530 R gl 519 i TSC2/
mTOR 18715 3250 i 52 GLUTs BYE i, 255 W58 9 4530
1% 22 o] f XS] R 3R, % T DB I )23 YR 48 s A G R Y A L
A EEE X,

2 TSC2 5@MmmiEsREEATHLXIERLS
2.1 TSC2 5 Akt {55 5l #%

T 114 % B(Protein Kinase B,PKB/Akt), {i T PI3K iy F
li, %t TSC2/mTOR/S6K1 17 53 i e 8 Sk i I AEFH . K
HAEHEIE 92 Akt & TSC2/mTOR/SOK 1 15 5 18 4 114 7 98 45 4]
T, AHE Ake X (F 538 & HE 0T VR F O LR BL AT
SRATAE Z R0k . DA H TR STk o . S % SR . D
Akt B HEBERR AL TSC2, MR RE , A KRS E A Akt
Al DL R R Ik TSC2 MM 2 A8 & Ry B B, H 2, Akt Xt
TSC2 K A& I AE F 0 BARBL R R A7 2 B, A FRilE— R

ABFSE L — B98I0 Akt XF TSC2 B2 1k FELIKE T TSC1
TSC2 454 AEHET TSC1/2 B A iy o i, Wi R 1
H Rl fE S SR8 17, 5 —20F 55 AN, Akt X TSC2
BB R Ak T DA S 14-3-3 FR (A A A, A 3]
TSC2 ) T EN; @PI3K-Akt T W 9 45 415 5 3 I 22 1a) o] fig
WAFTEAN B X6, I AN SR HEE (1 01 (Forkhead Box
01,FOXO01) KIWF5E 45 4 Box ,FOXO1 F1 TSC2 A1 B 1E o]
DL S IR, 3F — 25 A F 5% 45 3 7R ,FOXO1 nJ L3 i £ 34
A5 TSC2 Dy RE T 19 1B 5 R AT 5 1% 5l i FOXO KM E Akt
G A — A~ BN A, H A W A AN B T B O IR A
B, e ERESE o FOXO FI TSC2 J2& Akt FilF I M 4%
AR SE M . BT ZE R LR . FOXO1 Al TSC2 = i £+
TEARE B XSS o (RS AR BV B T 51 R 1 A A RN 38
B R E— T, @Ak I TSC2 B L g AT BE S AMP #4075
B (AMP-Activated Protein Kinase, AMPK) 409
Annett 5 P AYRIF ST LS B WoR: fE Ak DL R AY 40 g, H:
AMP/ATP 19 LB T W  AMPK 362 F %, 3 27  Ake 1] LD
il AMPK W32 . T8 IE % 18 50T : AMPK AT LB 2 1k TSC2
JFARHE TSC2 W Tfe ., M ATHERT . Akt W] ABIE Ll AMPK 4%
il TSC2, £z, Akt ] TSC1/2 B hfig , (5 H & 45 18 F Y B
WG5S BT REA 2R, ARG HLHI W 2 — 25 0 5
2.2 TSC2 54N g & )2 57

AMPK 1553 #4100 P4 1 5 B AR R R 4, TR hiX
15 53 g 1A% 0 7 AMPK & % 25 g 4 832 2% 1 1R
AMPK ] D2 40 g 4 AMP/ATP o 3R (48 4k | 3035 HLAA 43 fit
AR A AR 22 18] 9 TC b G ZR , DT 981 4 AL 44k 1) i o 1
MM RE A 56 AMPK 15 fig &7 a9 HLHI 2 A R 23
TEHEAT T LR AR TR IS BB A

TSC2/mTOR/SOK1 /& Akt T iiif 5 & 1155 A L% VI AH 5C 1)
F AT AT R AR T A 2 2 R S R
HAP e R E A KT ATP KF B4 I, H Ao
S mTOR 15 538 H LR ) — & H B il 52 R G2 2l
WF 3¢ 7w , TSC2 1B mTOR 5 538 % 5 2 1 68 45 [ 1T
DA™ S 40 B P 4 Sk 2 07 A R 2R oAb, R R
3 U7 A N R KO AR S A P AU AMP/
ATP FbAE TF &5 B, AMPK B 38006, FL300s vl DL B B e 1k
TSC2, X 78 :TSC2 & AMPK F 7 B &% b %8 2 — , Hife
AMPK 875 G it P4 i AR h R AR R IR AR . B Akt
XF TSC2 1 12 Ak A 7], AMPK # B2 1k TSC2 7f LR 3 Ho A N
GTP B 2 A Th g, il mTOR 15 5 3 i 19 D e .
B2 H AT AMPK #5 2 1k TSC2 Y H A AL 538 77 16 A i 5E 1
A — AT P, T AMPK Akt 3 #% Xt TSC2 (¥
1 Ak I 7 BV FH RS [, PRI mTOR J2% 32 201 0 B 5 114 28 1k B /8
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T TSC2 X W AR Sl B i 5, M2 TSC2 J& M E ik 1t &k
ZRGZ WAL 6 TR SZ 0 P Y e R A H A 28 R R
HmIEM .
2.3 TSC2 5 4 il £ b A fg 1 A 38

LR A AL R A A Y s Sk R g A — A
A 2 B 2V 2 R . e S Ak P AR
FE W) 3406 52 K y BB T 1-a (Peroxisome  Proliferator—
Activated Receptor—Coactivator lar,PGC~1a), & i#4% £ hi {4
il dat A 00 G B B SR O IR B R A SR IR A
il AT DR A TR T8 AN TR AL ) G o B DR SRR A
T 6 B R o 5 Jo7 P ™ R o A A 45 L I L = A B g
0 TR AL 55 — R B g AQ A AR R HEVE R, % T PGC-
Lo 7ERE AU P I T ZEAE T, — B AR SR B B 52 v 11
oo

IR 58 0 : TSC2/mTOR 38 i PGC— Lo 42 il 35 2 LA
o TR e 3k R T AR . L0 BF 9T IR TSC2/mTOR/S6K1
17 538 % 4 1) 25V 22 DR 04 B SO LR R AR Bl A U
991 VE A, 35 8 Cunningham P55 8 5% 7R . TSC2—/—- 41l
PE0m T GO AR A JC L B 9 2236 Y ] mTOR 1 il 1) b 3
ZH LS SR PR B R Y ik AR LI & HE— B O
F W, TSC2/mTOR 5 Wi 42 6 44 AL 8 /2 i mTOR 4 %5 PGC -
la, BIFH 1 (Yin-Yang 1,YY-1) #RshaeE & kin &% 15
Mo %N R :mTOR X PGC—1a \ YY =1 B9 I 15 2 1E P 7y
fEH . TSC2 B AN JE B3 PGC—1o \YY =1 A EAF FH 1 52 W £k
RS, H i T TSC2 & mTOR _EUFM s A7, Wit
TSC2 X £ b A f 1 AU Y o AR R R A 200
2.4 TSC2 52045 5 B i %

BILAAR 240 A 19 4K ST 2 4 R AL A 40 A B Bk A 38 1 Bk
fitlh o J 3 AR 4202 F AL AR Y 3t 4 AN A2 LA AL AL AR AR 38 11 5 4
i ARERE TS A DL A 20 2R 200 Jif 7™ A= ) o AR I8, T S B
— G0 RN R N, R 45 5 7 (hypoxia —inducible
factor, HIF)TEARS SR 3 1 25 i b 2 OC H A T2,

TSC2 # fig ¥ Je HIF X§ 1Ll 1998 15, Brugarolas 558 5%
S B TSC2 R B 51 A 40 P9 HIF-Tow LA B HIF=1ou AHC S
FIKTHE  TSC2 i KRB MW T HIF-1a AP 35, IF H
TSC2 45 HIF-1o (9AHEAEHI S mTOR JFJE56 & , WL 40 i
Ze WA 0 By = AT I B AR | =R TR AE IR A AL BRI
b, 47 56 HIF {5538 B% 19 2538 © 2038 K HIF A1 G5 55 38 1 )
X =7, BET, A OC TSC2 5K A(E 5 i B 1
FEIE JR FRAE TSC2 A HIF PI#5 ) X & . TSC2 5 HIF A1 EARE
X 4 ] WA 7 2 LA A R E— B FSE . B2, TSC2 5 HIF
Z A B R AR 8 TSC2 W] AR Wb B IR AU BT 5 R 1 — ZR B ARk

R
-

3 TSC2-AREBEHEENMK IR HEEERER
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31 ARIBIUE IR ML G

HAEB T LA ks IR C &M R A A, BAckUl, A
FIE B Z T LG TR E h Tz s n 1 HUA g 4 B 1R
W, 2R ALK e f I R I — RPN RS, H AT
AAZBGE IR P RARZE , (H fe 4 3 5 45 5 HOO B AR
HE AR 4 52
30 A4S Bl e e R A I A TR . I RE 2 T 40
IR IR B 1 J2 205 BLRRAE T TORNA T 1 L2 1) 1w
LA IR B 2R B R L A LR LA R P A A R ) T
HMHAHR, K 58 C SRS, A 502 30T LI & % L 4n
IE 4 2 G W e 02 R IR I R I BRI, ARSI R A R
12 2l G I R I8 I 4O AR HE GLUT &) i ok 52
(I FORS B 19 15 1% S UL B AT AS 58 2 W a0, 7 500
FE R B, RIE AN 25 i B 3R AR T, 12 20 o B A2 3 A 4
95 B2 TR 0 0 00 I A < 32 Sl B8 DAL A 1 7 2
PRI 1 PR AN TR A5 5 e 0 I B BF 90 1 R TR
A HEE AT 3 5 DA TR] WL A < Sl B A 2 AR R e
Jo JE 5 A A S b (0 R SRS A SR, AR X
— WL, H A2 2 3 A AR G R A R . —Fh
S AR AL, 2L A A 2 B e iz m BE i g i
114 PRI A 06 9 RO LR i B 2 2R AMPK AR HAK
N 1 AS160 ., JEMUB G (1 C (atypical Protein Kinase
C,aPKC)P,  H 8 x5 T % AL i HF 5% 32 2 4 2 AMPK Al
AS160 Z [H], Tfi %} AMPK Fl aPKC 2 [i] (4 iF 52 4 % 5 031,
S RMAL O ¢ 8 B RO X ML AR B2 ML A S A A
e 3 00 184 T T B 5 S B A S O S AR AT SR I A
PO 52 T T4 1S 08 R A Ak A 56 AL T = 9 R A 8 4 1 AR
PR AP (Calcium/Calmodulin—-Dependent Protein Kinase,
CaMK) 17K [ {4 A C (Protein Kinase C,PKC) %!, AS160 1]
RETE LML b R 456 VR F . PRI AN TR) i AL B AT 24 R A
AL E T AN TR BIL 8 A 2 W e 12 1 52 ) dn J 1 45 F
GLUT 7E40 L/ 1 5 0 .
312 A FE Shid e B AT i TR BRI AL 2
IR 11955 — FBEAFAE o 6 ST 35 25 0 X O R i JUL 1 I &2 3R
A A E MO EN . REIFRSRERY] A RiE
By AT DA 280 B 1 g BT AR AR A0, AT 3038 TRE 1, H
JE PR 32 R A s S PLIR LA R R D R AR S e
R IR FEBE A R R U TR 14 S TR 0 A6 i iR A 3 2R LAY
K 14— FRINAS RS W AT LA GE A, (AL 04 e o ARSEIR 0 1] R 4
T7 ) R . B — 2, A RS Bl e A R R ok
PRI R R S5 AL o A AU B F2 3 B WA T TR e R (R
H D RER . —J7 I, A7 4028 2 T LIS i — R 50 i 0y e AR A ¢
LR 1 3K 5 — T T, A ARE B AT RUAR HE LR R 11 AR )
B, A TR 2 KA S S5 PR e AR, PCC-1a 2 TH4E
L A R e AU 1Y G SHA B SO T, O RR LT
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LORLAART) Rl ) 4, I P AL G IE R 1 e B R R A A
JH D S A R R R AU AL A5 — R G R AR B2, PGC-1a
FENUA AT 4232 8h 1 38 B 5 A rh R 4R B R TR

BZ A EIE S IR & — A S S i F LA
S G I S 2R, T LA B A H A EIE 3 % TR
BRSO AT — 058, — 2] 4612 sk IR
rh R A A A0 DR A Rl — 25 2 i
3.2 TSC2 54 4iz shk ¥ IR W fEBE R

SO TSC2 SR CE X R L WA S shicE
IR WFSE BARAS T i858 o a3 A F AT 4 TSC2 vl RE A1
s IR BYIAE G, HIERANR . 1 58, TSC2 43 i i i
GLUT 1 PGC-1a Z 5 . BRACEAIAT . A Hig sl IR
JE 3 b VR AL R IR RIS, MBS GLUT il PGC-1a ¥ 024
SI2 ZhECERE . NRACH Y BRI LA . A R s s x
GLUT 1 PGC—1a 5% M R s i 5 2, B 245 B U o 1R
LR T HLA AT 5 BT AT 2R G R IR 503 R TSC2
518 2 UK AMPK A 25 U3 R P, AMPK J2& 4 it J& 57 fig it
AR A (1 5 G 32 3h T LA AN AMPK BT iR R
X A0 A A PR A I R B TSC2 B & AMPK
RN # 2 — o R DA S R HED TSC2 7] e AN
FZ B IR A EFEER & o I TSC2 1E 0 A & shel % IR
MU FE 14 D0 A 5 RT R X R 400 8 10 F 98 A BT A2k

B e, TSC2 A 402 20 803 B ARt i A 7T 42 1L 1 |
o AR R 3 A TR A 2 AR UL A2 Bl R A A R s T
HRSEFSRABEHALY FHSES, HilX & (E5 50
i : AS160 ,aPKC., 5 #7 9 #F 58IA & TSC2/mTOR/CLIP170 £ 5
TR R A 0 A RIS % AE T U SN KN
s 1% 5 GLUT WS 0iAa %Y1 &R, JF ELIZGE B 45 B
ARG AT & 37 T AS160 38 fif 912, 38 i % b & B, AS160
5 TSC2 AR Z ML Z AL . DFELEH 1= AS160 5 TSC2 # &
—F GAP G R 1, O ELAE R 5 A5 518 T 4 b IR 5 1Y
Pi 5540 T, @AS160 il TSC2 ¥15 AMPK 4 % Y11 £ | A
BB ATT S8 BB AR, Rl 38 42 6 B TSC2 AR 7T RE J2 fik &
FAn S AG am  h W KORHCHE i L —EE S 0,
ﬂ%ﬁﬁﬁiﬂ&ﬁ%ﬁwﬁﬁMM%%&#A%mw5

ﬁMT%MMMW@JﬁLms%%Tﬁjin
%mkﬁmﬂw i 75 32 2l B2 4 F 53 408, A7 46032 8 2

FURRER R %va%$m$%E%ﬁ%mﬁmw
Akt)dz%%E’J IR WRAAFAE G L, A A 56 IRS MWESE, AATiS
B OCHZ S IRS 3 R A R SZ M, 1 IRS & A
02RO S A g Ll R Al ST A R S W 1 Ak A2 30 1l
HE T RE , 22795 S T 1 1 Ak DU 2 4 2 I s RIS VE ma
B A G2 sh o RS 5 e 1k 52 il 1) AF 5% £ L 42388
B&ﬁnﬁ%%%ﬁ@%%%ﬁ&ﬂ%%,mwxm

AMPK T Ui 1 5 22 32§ , TSC2 W] REh T AT 4B s 4 I
A5 5l g FUNAE 5 4 1 5 e i W g 4R A Y L
FFR, TSC2/mTOR W35 F 4ok (A A g 4y . Zehr iR AR
I PRI R 1 O FR A 2 Bl IR 2 U 9 Y — A RO
A& DA B AF AR B B — R RR E%%rhfﬁ%kl_ﬁﬂ
X 2 AR AH S A 2L 952 0 . Cunningham S5 iz 36 k38
ATRIF R A 95 95 5 b fA A B AL T3 A B o S . AT
nf LA AZ 2l | 40 AE R A2 FR g R R A B R R R AT
,/THEHL XFETCEEHH v 1 FATT A A 5T
S UL B HT, FRATIAH TSC2 Al B 76 12 2l b5 2 45 4k
ﬁf‘ﬁ'@ﬂ’ﬂmﬁﬁﬁﬁﬁo FE BT AR S WAE R AR 22 B8 IR, 13
23, Jiang X U AE TSC2—/—20 M, 7 75 5 $5 B 25 PR A%
1M Cunningham %P2 38 78 TSC2—/— 41 Jitd v & B 45 i 14 JIg A%
WA JC L PR 19 3R 3B KT g . 2R R RS 4 R T A5 1 3
o 5 & 8 TSC2/mTOR X3 45 A% 5 A1 IR A 35 79 52 i) o A S 1
H X % — 2510 0 A A BRI R . FRATHE 2E R AR,
TSC2/mTOR = 295 K4k H 54 i 75 an 2R ax — 1 B2
B, TSC2~/— 7] IR 385 (1 004 A, T 45 11 034 U0 In &5 22 4
Jiu 54 0 8 12 AL B, Cunningham A4 BF 58 1F 4F ff BE T X — 4,
B Jiang X SRR RGE WLF 5 X — AT, Al —A A
JE %, Cunningham®/% #1 TSC2/mTOR 5 4 ki AR AR 18 11 56 &
Je, TR AR 2 N BRI R BN B B v um
T TR R R R E G 3 AR, mTOR I PR AL, 23 BT
X B R 2R AF T 0 s BB s A T AR T, B e B 3R A
JEAE , Z WS A Cunningham P A 5, (H X — S0 AL A1
Jiang XU S ARW &, HILE K A 5¢ TSC2/mTOR FIALH
1) R RANIRAFAEAR 22 BE 0] A5 A Fr i — 2B AT 5T
3.3 HEZ X TSC2/mTOR i i 1) 5
H TSC2/mTOR 5 & 140 56 iy A 35 A 7 3¢ 3% ok 4F 9Y
TSC2 7EA7 iz 3l e TR AR B AR WaE o FeAT 140t 3L
B LR SCRR XA 442 sl X TSC2/mTOR 1) 5% Wi i — faj 5.3
BT o 3 A K < A 48 SRR 0T AMPK {5 53 #% , ML i)
il mTOR & 3@ # . A HF50IA N - AMPK F 4240 il mTOR Y
Thr2446 {37 #5 , AT 30 i mTOR 1435 $:(38]. 75 A WF 5 B .
AMPK i i #5 TSC2 1 i) 42 40 i) mTOR ., Atherton™ % A H]
F RS 0L I Bl R I, A e SR (DL e BHL I B ) B 1 0
{% PKB-TSC2-mTOR ; 1fi {5 451 v i ¥ (52 #0047 iz 3l ) o 4%
% AMPK-PGC-la {55, 0l 7 PKB-TSC2-mTOR
A, I HLX — i FE i i AMPK # 21k TSC2 S2BLiY 3% —
MR RBA] LSRR B Ha R, WOl A AP T KA
s g% AkUTSC2/mTOR 55 W1 C R 45 Rk AT iz
By AT LAZE i 5 2 S B AR A R R R AT RIS Bl
AL DL AR A A B Y TR T AR Y X R
/N BT
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L, BHTA G I8 3% TSC2/mTOR {7 5 il #% 1 5%

We R 1 TG S 3, i A T A O e G E 3R 2 R R T O
WH5E, 5 H A A5 UF s e g il /b L, HAUH — 5 .
1, FRATTIN A AT 50k 2% T 5 g BT 5 R A — A5 TR

4

INGE

TSC2 ¥ K IR RN G B Y 22 A i, AT RE R T &

7 AR B 25 ) B0 T R B A, T AT S8 S 7 T A
SEARIPE S v i T AR T, AR TSC2 A G R AR I IR 71
A i 3 3 TR Z [l i 2 D) 5 &, JeATTEE X TSC2 76 4
83 IR AR A R REAE TR I T R, A H T O
A RIB Z % TSC2 KR H i i T2 18
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