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T TR R AE RS PISK 5538 #% & 5 5 70 IR 4540 56
RAE AN TR K BN AT 3R
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FLoy A T O % A0 M 2 T 0 R L5 A0 B A IR 2 B IR SR SR 4G
A AR E g 4l A A — R R YUK B T 10 32 14, 2 e B 5
RPN E AR Z AR, ¥ E B K Toll B Z 1k 2
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st RV 45 #4 3% ( Sre-homology-2 . SH2) 4 4 , 1% 4k PI3K fi#: L W
Yz, BETE R Y PIP2 B2 Ak A PIP3. PIP3 45 & 3 if 1k &
PH 450 P B . Guha 2207 IE B i 22 4 900 380 20 A% 40 i
Ja A EOE PIBK KR ifdE B AKT CR B B A 58 0E Y 7 1
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B I BB L BT B R AL B B 0 A P 2 R/ T A R
HEAZRES . PDPKL & 0 KFA R A & PH X3 H —
MM AKT #1502 Bt R A — & F PH X004
1 Sk 3 b B B, X — 1 A& B PISK 6 4k )5 2B i PIP3
5 AKT fi) PH X345 4 42 fff H 4% 5% % 48 i 52, 7 PDPK1 |
BRI AKT 95 2 R fif AKT B i#i% . PDPKI1 4 £k 1% I8 9 B
T AKT SEALHE p70 BB <6 Wl (p70s6k) \p90 A% M {K 6
P (p90s6k) L

7 25 S g P R A R A IO AE B U AL AR I I K 4
TSR 24 LR AL R e SOAE K 4T i AR, R i — R B
RPEN T AT IR R 2 o = AL 5 7E I R b X 2 48
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(PGD2) il 323 4 W i MR 41 i . 8 Wl 1 b 200 Jfd . Th2 3k B2 40 il 55
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(PGE2) 5 E B HI IR 2 Z K 4 (EPO 45 & kK FEH5 BT L3R o i
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PDPK1/AKT 48 %) 75 3 B A b 3 35080 R e B 7 0 B il i
CIRVRTR Y AivE ey vkl i i =R (R s N AN D& T
) B3 B 7 AT 28 1 78 265 I P 48 e
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10) A B o e i PR 40 2 B S 3R B AL S B R R LR B0 Bk
PR A B e B 0 25 18 T v 3| S £ 4 e ot e 48 4 TR 9 O R
2 1 % 7 000 A /N, 9K T 2 S b PV S AN T 4L
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- A I LEF LR % 2K HEUR PP % . Gui S50 1
JFF U e ot - - 98 T 3 4 A5 R b % B0 AT 3 R ot PISK/AKT
W AR Ak JCTE GSK-3B, M\ I B AR I I 4 29 2 41 43 28 A, ook /0> 1f 785
FR G B L 1 A0 -6 (TL-6) K- o 7 O JIF Dol it P08 3 2 5
o, Yin ZU9E B O PISK/AKT Jg mla ad b A% W 7 %
A1 2(Nrf2) 380 i £ 2 4808 1 CHO-1) 2635, AN 28 i 0 2
RES B0 L B A b R AL 7 B8 oL ALl KR R AT
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A T E A GSK3-B 110 9 X 22 F MR 52 48 J K & IR » T A A A
PR Ak 1) GSK3-8 U » & P07E 57 A5 7Y B0 A2 40 i 2 i) 2 3% Ak
HJE LPS Jil 3 mT 7= A K TL-12, 17 76 28 48 B 40 i op 35 00 & 3R
WigbH LPS fil3 1L-12 HR =4 8 &8 A8 fk, TL-10 3% 7 B
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FH G 3% F T3 H R 1 — 25 W 53 FE 92, mTORCL F i 4 F S6K1
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it PTEN/AKT/GSK-38/GATA-6 {5 5 1 I 4 4% 5 Bt 4y +
VCAM-1 %3k,
3 &

B2 AMEEN GEA /DN GEAMEEZ & TLR 8
T 51 i 2 h S T T S 3 e T A P R R T S R
PG PISK 2 20 M B, 45 BR W AR P14, 5-P2 B iR fb Az i P1-3. 4.,
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