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Abstract: Ras signaling pathway is closely related to the formation and growth of tumor. Currently, targeting

on this signaling pathway is a hot research point for the design and development of anticancer drugs. In this paper,

Ras protein as well as its related targets and inhibitors in signaling pathway were reviewed. It is expected to give

research-related reference materials for the design of new anticancer drugs.
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I T R T 4551, N-3 A7 G IR EL L
AR HUR BT A B B sk, Wifk 54 53, 54,
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Wi L 55 52 A 5 G, i Sie K 3 ] 1 AT DU A B T
P& EETE; N-7 674 H 8RR, C-8 A7 A % il 1 5K ER
AR TIEE, FIFES ST A K.

333 MEK #I#l5 454 56 (PD098059, ICs, =
100 pmol-L™"). 57 (U0126, ICso= 50 umol-L "), &
HENIGIR . W50 4- 28 1 -3 -5 JE-6, 7- XU A
FEWER AL S AT TR BT, ) 58 rh 42K %
K B ARSI B & PE (ICso = 0.006 2
umol-L™), DLZUS 7R 4 R A 3k P 4, T Mk I B
I, &4 59 (ICso= 0.16 pmol-L™"), T LA HI %
B R A TR A, TR AT ORER AR AT, Wk &4
60 (ICso= 0.003 6 wmol-L™"), Xt W] S B 45 1A (W 474
XV PEAT]; AL EATIARI, PRSI Z [ R 5
N —EWITE, PIASRIR B ANIE, 5P KT
TR DL PR A RE A G 1, Rk B B AE A
IRAHIE PR R OC T, an DA AL . R0k, WIS
BRI, TR TR I BRI, PR AR AR 48 %2 ()
PEEF, WP 2 BRAR, He 2 A0 PRAG B0 I (25 ORI
L OAREE U R L A G, ndb 54 61 (ICsy =
0.002 4 pmol-L ™). tL&H 62 (ICso=0.002 7 pmol-L ™).
& 63 (ICso = 0.001 1 pmol-L™"), BRI K
AL BRI mGAE, HRTEM B TG 64
(ICso=10.11 pmol-L™"),

o}
NH,

O _ NH, . CN  NH,
0. =
0 N\ NS
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2 - =R
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58 (R=para-Phenoxy)
59 (R=para-Phenylamino)
60 (R=para-Benzyl)

61 (R=Phenoxy)

62 (R=Benzyl)

63 (Phenylsulfanyl)

64 (Cyclohexylmethyl)
3.3.4 p38 MAPKHIHIF  HHifp38 MAPKHIilH]
RIERH A, HEA Z WS, RS, 2
JisEnm, DABKMERATAEY) 0 1o KSRGS
4-75 H-5-(MEWE -4- ) Kk 5 4y, SE Itk e ik A N |
Je C207 BURAS T i P (41SKF 86002, SB220025,
SB203580), i &1 77 PR N _E i HCAR I AH Je 5 10K nae
FET DARIR o ALk mpk PAenbk B e, DAREL I L [
B lf; B C-ARintEdE (W1SB203580, ICso=48 nmol-L™)
B mEnE AR T SRS S P I (1SB220025,

ICso= 19 nmol-L ™",

335 INKHPHIF  INKA IR BN AR =4 v
B EE SR, LA YICEP-1347 (L4 68, 1Cso=
20 nmol- LY K JE BIHLAE O BB T RNy
TAAD . EFXINKOR AL, S0EIF AT AN E, G
BEXT INK3 [ 2-ZERIFHEMATAEY) (&Y 69,
ICso= 250 nmol-L' 170, ICso= 9 400 nmol-L™"), WA
SEB I AT W A TR A AT AR s i, R e L BN
e S CIE VERRAR, M3 v] DU 4 oAb A5 —
SRR 3 ] 2RO WEMe - I -NH T e 45
HLF A R PP 22K k-4, 40k e &
Pt 2 BT INK3 H 6 ), Wi 5471 (ICs = 32
nmol-L ™), 22 i 4 45 5 - M 10 I B 1k 1148 P
Met146 1) LR AR £ B BE 78 T DAAH BC AR (1 R B8 5 52
IRH 5L, IEE IR N LA R A I 5 55 N HE n] 5
Met149JE R A BEP . 75 4 AR B2 AL A M) I SP600125
(Hb 5972, 1Cso = 40 nmol-L ¥,

3.3.6 PIBKHMFIF 7F PIBK Mg, T2 4
i PIBK (AL SE pllo (417, LA Wortmannin
(t6 459 73, 1Cs50= 3 nmol-L™")FI1 LY294002 (L4 74,
ICso=1 400 nmol-L™") KB, BTkt 2 H
BEPEACHR A SRR, R T IR . S AR
BE S K R S MR, RTRE  E EEX p1108 fHE AL
A A B . HoA LR AL S W) 40 5 BL PT-103
PIK-93. PIK-39 % &0, Hwfsl2 1y
LY294002 (1) 1,4-Z 5N TEPEROCHE, #1 B4
JAF R LIS Val882 T HEMENGIL A B A B, B
JEF WS PR, oMb LR S 1L 4-F AN
AW, W PI-103. KU-55933 [a] REAIE A48 5 11742 1
B PIK-39 1 g s i 2 Ak S ) AR, FER %
KA HAAAEWE A, HLHREE S
PTA 3G PR 4S54, BT Ue e 3r S M+ ATP i
A (ST 45 4 L, T R A A Al PIK-39
Val882 [ Glu880 Z [A]JE A, 5 Ath PI3K 0]
FIAHEE, PIK-39 JE A FEA RN SZARTEPEA, 2N, R
T FE AR 8 o0 R 45 ATP S T SN D b, 76
AN, WlEE I — RGN, T Met804 M
ATP 35 R T8 B 2 0 LA 1 5 400 261 750 £ 5
G, IWITIFE ATP 35 4N DAL ) Met804 F
Trp812 [0 BOH B K 1148, XN S I e 1148
SRRl PIK-39 Sz AR AF 4 & . BARckul, P
AN G FERFAIE 2 G A A R0 PR 3 T SRR ] O P
M4k . DIEEAE ATP S AR N X 1K, @ Al E
S MRS 1480 BAR PI3K FIHIFIHARAE IR IR
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