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Hk o Li AU P ) B R 40 R R Met — SA A
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W E3 2 K AL BE [ CRL4 DCAF1 £ F 19,
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Rl 2H 2R, e 60 o0 J 08 il 45, S BOMRE 00 7 A T
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Merlin 38 33 % 24 Jfd 2 1A 22 32 04 0% 98 42 R 40 i A% 5
B 3 T — H Merlin 2K 7%, 80 & 00T 2 R A 22 5y
A5 il IE , T 2O M S e . H P RE R R 2 1
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BATS AT HE SR B DL VR IT7 W, Xk MM 132 W 43 1)
PLRR YT AT SR IRIME T o, 3 JLARE R, X M ) i 983 1)
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Tt A v B DR SR K O A g S DR AR B DR A R LA
B AR5 1o i N HF B0 o 72 09 A BOhn & BEXF MML
W 89T KU B B R L AR SO ] K
SRR IAT IR 27 R AR TR 23 T SR e B K BIE 5 i TR AL
— LRk,

— 1) B2 9 Y R AT R SR A AE

A ) 1 67 o — b ke 05 T 1) S 400 P ) D i e R
AT AR T M R O TR B SR R A,
SE 4 Mg B[R] B2 98 ( malignant pleural mesothelioma,
MPM) % A 5 24 17 [1] B3 00 70% ' A5 4 45 3%
A bR AL RS A (R Y ) 3 KRS, TS
KM 22 o A 8 0 H A 5 8] B8 R AR R TR
HETIBURE R . H M 1960 4F, Wagner 15 K 4z iH
AR Al 5 MM AR DG S, B 22 A AIF SR I S 1A |
ARRRA TN MM (&5 K, A A i % 5 5019 A HF R MM
(& AT IR B 100/ (A T - 4R ), T IE E N
MM B RAEREA 1/(ATT - 4), Bl TR K &R,
FAE MM A AR AR i T2tk A 2 B e
WF5E L (TARC) B A BURY) . A MRET 48 2 85 1 5
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RETF W1 A 2T 4, A0 A 2T 20 5 Gt €0 1A B0 7 i 14K 9 2%
TIA 2253 2L B, T B (0 A S A 3 R I B 40 i
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AT R, MR RSN T o Jo NF — B 38 %
TE AR B B e e R R R R PR T O HRE
e A1 RR 2] MM (K827 40 4RI IRIB . I,
FEZTEAR TN, B7 1k A AR SR TN TR 422 flh 41 A, 7
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PAAL , RIS B0 S 48 BRI 4 fil A 4 7 21 4 4
Bk A YL SVA0 9k B DL St AR B R MM &
A R BB A
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L, MM, BFIE IR & B K L X I A A A A B
i geg 4 ] B DR AT B HE AR Y Ak 17p13 Y p53 KR
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B 1 25 21 2k 983 95 11 28 ( neurofibromatosis type 2, NF2)
FEDH ok S B DR B 2 0, T REAE MM & A LR
Jeerh R4 HmEAE

1. p53 S[a] iz i . p53 LR & —Fh My R A, 2 {7
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A 0 20 O TR B s S R A A o 2 A 40 A 7 A
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pl6INK4a/pl4ARF [y it 2k , 5% M) 9 5% 100 6 38 % p53
1AW ] S 41 it 7% 2 19 (retinoblastoma protein, pRb)
F189 2R T e 0T P M SR TR B2 R Y O AR, O o TS A
B, INK4a/ARF P SE 7 T A28 4 (54K 9p21, 12
o) 0 R 40 9 4 R A, R 3K 7 ) p16INK4a FI
pl4ARF & 1 73 5 7 pRb 1 pS3 i i f & 4 H %
FAEH . plOINKAa J2 40 ifd J& 1) 2 1AMt 4 V3 ey -
clin — dependent protein kinases, CDK) f% #1]1 1| 5] , 38 i
K% CDK4/CDK6 i 25 111 B pRB 1 @ R Ak , vk /D
KW T E2F /R R, O 4 B B A T G, . T
pl4ARF JETEAN AL DNA 51 4% Ji5 3 o fin 32 3% 6 1 &
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Fi AR AT 26.7% HybRA PETN 3 R 3k 2% i
Mt 26.7% BB AS s PTEN FEPIAR R IL, 55 2 I
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PLK/AKT 1 il 7] : PTEN 5 X6 &2 AN 26 & By
55 1A HAT B R AL W D) BE A IR AL . PTEN Jd i
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S P ) EE AR R, PTEN RIKH TR %5
F PIP3 i ik, gEMiTh Ak AKT F1 37w 2 LB AK 46

B B 1 (3’ - phosphoinositide — dependent kinasel,
PDK1) ,PDK1 J&—> 63kDa ()22 % IR/ 75 & I ( Ser/
Thr) 2 I8, &2 AKT B9 S L g . PDK1 Af 78
IR 1k AKT % Thr308 {3 & ff AKT 9 3% M 3% i 30 £%
PL b, 48 0 40 f S R S A, DY, g 25 4 i A
PLK/AKT {553 # , o] 410 i 88 19 A 1< SR T 1993
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R & o HRT 37 24 O 7 AR 78 0300 R 6 b 4k
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