Reviews and Monographs

)] £k senmmin
' ' Progress in Biochemisiry and Biophysics
14 2007, 34(9): 906~914

www.pibb.ac.cn

mIREETE EMEL KRR ERMNES
Iz B S S RIHNIE

BT AR ET

(F PP RER AW, ALt A B2, 65t 102206)

WE  2RUEE T MAPK) KR ZAAE T ®A WY, i SZ R EY i, fEFAT e i b R s AR,
o FAZ AN RS i R A2 e R 55— T 5 e ORI (RIS R B, 99 Ji b vl DU 22 Fob 7 230 B 40 ) MAPK 53 % oK
BB E SR Y. WA T MAPK {5 5 38 B AT 5T PEAREL 45 1 I LA 5% 190 Ui e £ T T MAPK A5 538 % R B 5
TAE, Ay B LA BB ¥ R i i - i 2 A AR P KA, IR MAPK 2224 19 1 .

KR 2R E A BIEMAPK), A%, Wi
ERES Q936

gedb =

1 RE=

22 Z4 ) E Ak B P (mitogen- activited protein
kinase, MAPK) {5 ‘5185, &[5 RS (innate
immune system) [ ZAL A5, |2 AFAE T &R
A I, T RERE FL B . MAPK 15
K T DA SR H 40 AR 2 R, RRE S
ORI BIRZ A, IR 5K E 4l i i 2
BB, WA 253, AR, TB. 4
s BETTRA S A N S B 5502,

MAPK 5 53 #% #B & A7 IR 57 1) 3 AN IRAH B
TE B BOlg . 4 90 BX O MEK ¥ (MAPKK
kinase/MAPKKK/MEKK), MAPK ¥ B (MAPK
kinase/MAPKK/MEK) fll MAPK. >4 #h 3k {5 5 il i
iih, MEKK, MEK, MAPK #{# /X i B2 Ak i
T AT MAPK P82 12 4 G 1 Vi 119 JIG 42 B, 6 L Ath 2
VARG, BENERG, ok, 4IRS AEASE,
g1k A R 40 i B 2L AE 2 ) Raf (MEKK)-
MEK1/2(MEK)-ERK1/2(MAPK)i& 42, A= KA1
FIVR 40 M5, MEKI1/2 # Raf B B0E, BES
MEK1/2 ¥ ERK1/2 1 Thr-Glu-Tyr |41 {1 75 2 1% M
P G MR T FE B R AL AT Erk1/2 £3 LABOE , WAL )E 1
Erk1/2 W] AR AL Ak 22 R4 4, 5 5 5% X -7 Elk1
c-Mye, U RSK (ribosomal S6 kinase) %5, 75 F

c-Fos FERFRIL, 51k 41 Mg iH.

HARG T, SR T SR AR
JIH6, T TEIS 20 5 A o i TR AR . LA A
A LARH B 5 ) #5E 2R ) 52 44 (pattern recognition
receptor, PRR) K R il 75 Pl Ji B AH O 7 1 & 1Y
(pathogen-associated molecular pattern, PAMP)Jf ¥4
TR 1 AR 8. AR U 2 R A A T A% 4
MBI A B2k, e v LB R %
JRRAE AR DGR 731 G5 K T 40 T X A0 OB 2 ), i
EBEA, 2P, AEF 4L CpGs 4. HE% PRRs 14
% FLS2 2K AT R 25 [ (resistance proteins), 2]
Pram L o PRRs WU 3= 240 45 g R K] TLRs(Toll like
receptors) BL A i it "' ) Nod (nucleotide-binding
oligomerization domain proteins) ;. J Jit 5 1% Ye T
LA A I PRRs 5 % W6 MAPK £ N 115
B A, wEMEOS S S B A O IR e s LT
WL ENE ER R R, WAESY)A b A
TRAAEDE 1, FEAEP 5 L U WY (hypersensitive
response, HR)Z%.

s Js B 5 1 R R B DR R AL T EUA T A,
FEIX ik R, 5 B A 22 o v 2 ) T vk ok
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DU A M AT S B B AR L. TR, B
X9 Ji T i 3 A L T A A P R I 5 A R
AN, B RZIUGE R DL, 9l ] LUE R %
Foft SRR B T3 TP 3 200 M ) 5ol 240 M 45 44
AVEPEERE, A8 284 2 A P v 5 OR ST 1 2
e ZR ORGSR N E IV A B A0 Y S A
AN A MR 2 AR A A s i DA SR T A
RAG T, DLOR I 99 5 iy 142 G o9, ]
Bt, MAPK {55k, 1 HAERA SRS
A R AL, BRI T IX R Ja )
Heats F bR A SO F-#8 5098 it 7 55 4 40 . MAPK
M AR B BT AR REAT T A B, Ay
SE ARG L 1# W] MAPK 757 32 40 1 4 AR e
T SR S IR I v - A 2 0 R TR AT B
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FIHFCA L, W EYE R E 0T, e T
2RI 60 /N TT AEgw D MEKK [f1 25, 10 4
%% 1% MEK 192 K, 25 20 F MAPK, £ 3 Ff
MAPK CUfiATEAEDI B A il AR, e L3
ok %t 5 2% MAPKs, 4y %) J& ERK1/2
INK1/2/3
(c-Jun  amino-terminal  kinases), P38a/B/y/8,
ERK3/4 Fl1 ERKS, {H5 k5% H vl fig g A 111X £
(B 1). B54% MAPK i i 0] LU0 e 1 40k 1 3
155, RO AR (1) 0N S 5 A [R) 40 L Y 2
B4 BRK1/2 38 #4056 U 50 A K R R0 ik 9% i
(phorbol esters), 1fif INK Al p38 18 i N 51 &) Jik 57 v
375 T« B A S AR i AT PR I

(extracellular signal-regulated kinases),

K% (Arabidopsis)
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Fig. 1 Typical MAPK signal pathway in mammalian and plant cells
B 1 FEE a8 B MAPK 15588

2 JRIEEX MAPK ESBEHIERARR

H T MAPK 15 53 % 11 &2 2% 1 5 R % v 09,
SO BT MAPK il #% 1975 1 7 B B3 A 2
FEAL BT ORI s Shigella (7558 BRI ) 11
OSpF“(’]ﬂ] Yersinia (EB;T\%% EE) i) YopJt™ ISIZR I

BUAT LAy O B AR BT MAPK 3 % 1) MAPK K&
MEK., I FH A [ £ g 375 1 LG MAPK 3 B 3 B2
PRI FE s Salmonella typhimurium (5 A% FELH
I"JEGE) (1) SptP [RINHAT 2 Filg s 1, WhIRI/E ]
T MEKK E i 9 400 ) Fo 3005 ™ Mycobacterium
leprae ORI B A B W) AT PAZE L 28 8 1Y) MAPK. |
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e, Wik PKC /v S II@ 2 80E Erkl1/2, 51k
Jit FEE 41 0 1 25 2 A 5 1 B 20,
2.1 HEEE (lyase)

17 1€ T Shigella ") OspF LA & Salmonella (1)
SpvC HIREW KB DI ) Pseudomonas syringae (12
FA A B 1 HopATl JE[RIMRER T — 281 = 1)
W RGNy R RN R,
HEK293T 4l Jfid 7 B I 2 1k OspF RJ LA 45 i BH 1K
Erk1/2 Fl INK 15 5 1fi AN5% 0 NF-«B &%, [F0 G
R INE] YR Erk1/2, INK H1 p38 5 3 R 1k
&M, 2R OspF 1R AT BE A& FHLAS T & AT 1B B R 1L 11
Rb R, I 4R B Y RasV12, v-Raf B0
MEKI-ED, fE# K, 754 1 Ras-Raf-MEK-
Erk Z0i&42, OspF X Erk AL A0 1 4 FH A
T MEKI [f) Fiff. HEK293T i fiuh, OspF fiE H %
5N YETE Erk1/2 454615 MEKL %A AH B AEH
UbAh, RSN IR I NV 7R, R 4L OspF
RS G IR AL 1Y) Exk1/2, INK A1 p38 k1L,
I BLAE Erk2 w1, X b2 i MR 1k v P 3k % v A T
T pT-X-pY XS J 2 MR ik ik b Pk, 3R |
OspF 1E 4 — Rl M i, HHAEM T Erk JF 0] DURE
Sk 2 BRI IR R L B RR A AR . (H AR A 1)
J&, WL T R & B, B RR AL 1Y Erk 7E B¢
OspF YEF TG 70 T A 2 7 98 u, Hf HIXAN R
IR R AETEE IR R b, SRR T 2 —
AR AL FT (80 w) AP 2: — AN K3 T (18 u), X
WA W] e A B TR IR s R I U5 o B SR T A B Bk
JEF- T T ool i F R IXFE, iR OspF IfAN
et X R IR NG, 12— A B R AL I
% R %4 45 i (phosphothreonine lyase), P [ 28 it
OspF “ =Wk ” ¥ Erk [N 1% TG vE 5 4% B e 4L,
B 5 R 56 7, OspF [#25 BE R AL AE FH & AN 7]
W, 5l Ef, Arbibe PA & Kramer 2 /N/hgi 222
WARILT OspF AJ LIk BHAS MAPK 1) B2 14 K410
il MAPK 5 5 0%, AATT S50 45 JAB K B OspF
A DL 2R 1 Erk A1 p38, (HZ LR INK
(I IR Ak A5 1.

OspF “EAYE TR B, OspF X T- MAPK
5 0 B TR RV E FAR AT e 1 He il =4 e i
[ 7 G B B AL, 33 T CRAIE A AR T 18 S B 4
o RS, Kramer S5 I, AHX T8 A2 Y B AR 1T
5, OspF Bl R BB BRI L Ja, BRI 0 110 o P p 4
MLiB B I G AT ORI 5, IX K W] OspF £ — & FE ¥
bRy DA R B RS ) 5 B 1 A G N At

ATE K, FERERET OspF L5 1% £ 41 i BE 58 R4 1)
GO R Y, iy H X W AK T OspF Xt
MAPK {55 5l B 1. eabh, 347 LSRR 4
FREXS T W] OspF (¥ 4= 4 2 WLk A — € 45 By
Arbibe SEPIN TARAHL, OspF fefis iy 57 1k /D> 5
e YL JiT X 320 S 1 HB A 10 7 22 SR 1 B IR
1, BEITFEAR A 5% M7 NF-«B 5 4L 10 )50 (1 45 45 )
B AIC T i 2 DR R0 e SR R MR L L AN B BRI
Zurawski 55PN I, 7% HeLa 40 1 i i 0L 11
R LL 50 8 A bR IC 1K) OspF 3 % 5E A7 T 40 A%
FH T [R] IR 20 B 5 A B A 5 23 OspF 55 3 45 44
MES, AHRARED ARG RE, Bk
R &R B AR TG KF, 99 J5 v 238 ¥ N U4 OspF
HE di 3 E A

JETEMAED ARG AR T, (BAEHAL L
S R W A B OspF AR [R5 2 11 A7 1
¥ Salmonella  typhimurium 1 F) SpvC Al
Pseudomonas syringae ') HopAll. SpvC 542K
OspF H 4 63% 1 [FUE T, XIT S. enterica serovar
Typhimurium 7£ f&, 17 7= 42 56 # 8 J) 02 0 A af /b
24, 5¢ T HopAll JGiith O TAEERY], ERew
IR T A G B N OO, /£ 4R 1L HopAll
(V0 3 AR e HE BB SR IR AP, B4, B
HLKUE, SpvC LA A& HopAll fEAAM B S
OspF KL iy 270G Y B) )22 28, XU T
OspF Xl 45 I (1035 P 7T BEA S R s St 1T )iz
HI 5 I A0 PR AR AN ) 14 R A kb g
G MAPK (1 BERRAL , A 451 12 40 it A1 e oA i
O 25 R e v A A B T R D AR
GrUel T A T R B T R 2 i 1 ok
FIE AR S A S, TR
L1 = 40 i FR R S BL IR TP e A0 I 2R B
Fe, XEAHEWE AN A & MAAEX RS
(5% QU kIR
2.2 ZEtEBEE (acetyl transferase)

Yersinia pestis, Yersinia pseudotuberculosis LA
J Yersinia enterocolytica it ¥ =14 53Uk 2 48 REf
B — R B %NV B 1 Yops (YopO/YpkA, YopE,
YopH, YopM, YopT #! Yopl/YopP) it A\ F. 4% 4il
Je) FLAE 1997 S AT HEFTIRIE, Yopl i€ T E
W 41 B > A g T2 2, e Ak Yopd 38 R BLR i p38
A INK PRI YE, S0 R e 1 3 40 i A= e 4 i D
TR WITFAR BT ST B, Yop) BEW I MAPK
DL K NF-kB {5 5 0 8 T, Xk Kim A0, X
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JE T Yopl nl LLY MAPKK # 5 5 p B4 45 45 IR B
IR RRAL BT, LB T MAPK 3 #% 1) =
PGIBE BN, ALAFHPRAT 5 28 1k T B S 0 A
P15 &5 R e PR R TR0 R 29 B, Kim XOR B, Yopl
() g 25 K b5 0 B 4 A BB (AVP) AT — & 1 AH A
PE, T AVP BT R — N B E AR
M 1 (ubiquitin-like protein protease 1, Ulp1)E, Ff
B F R AR S A7 = IR AR (LR, KR
KGR BER, PER) MR R,
X JUAME 55T YopT 1 MAPK #II4F FH & 2 AN mf
DI AT R, Yopl AT 232 2 105 I
(deubiquitination, DUB)PY, Tz F &M X [E
RPN ARG T BN, 4 TRAF2,
TRAF6, TAKI, TABl, NEMO, IxBa %5 #5Z 3
AR 2R A (137 2 B AECY, 1T H 40 e b B A7 AR A Y
(1) 2332 Z MR P i xX Az 22 A& i, 41 CYLD Al
A208%34, BR[HHED, Yopl R REH 1 AR 4 i Py 25
2 EZBETEYE, £ MAPK Al NF-kB {5 5 18 % 4-
YOI (5 iz A AE G, 1T A A G N
55 B BE . 9250 45 R WO, Yopl RERS H 4% LR
TRAF6 F1 TRAF2 I [f) K63- vz % 4% ik iy $ Hl
MAPK Fl NF-xB {5 5 %, [FH IkBa L) K48-
2R AT LB Yopd Jibk, B JE FHAS T8 R AR
X IkBa R, IEA SR, Yopd w] BAZ: 4
IKKB bR sz 209, R ut, Witz
UEHE BE95 U Yopd 1) 2512 2 B vl PR R e (1 A2 ) 2
T fig 2 ) (%) Bz B & L A B R 1 WE A
Mukherjee 25 E A UR I, Yopl #iH5 L L F il
(ATF)35 1, 3% MKK A1 IKKR $50% 2R Py O 4
B 55 1) ST ARAE SR A0 ) MAPK DL & NF-kB 155
W BRI AR, M RBATE TS Yopl
JLRIENT, MKK6 ¥ 207 7 22 Z R F 211 17 95 2 1R
B CRAAZMG, TTIX 2 AN AT R MKK6 #3800
I T 75 B Wl R AL A A A S, FETE A PR &
biE MKK6 LIEALAE 35 N, MKK6 [ 1k
KAP- A B A IKK B W fig 8 4 Yopl ZEEfk
M PEAS TR AL B M. DR, O R R AL
(R FESE AT SIS, T e SR I 5 Dt BT v 25
A G0 BRI A e N T T ) — AN T
B, XA TN AG AL AN M PN AR BT X S 5l
PEAFAEIX Ry e, i HAan R A TE, el
ST AR 1) 25 CRAG B A7 A, RN, W ANTE 4
YopJ XF -1 40 g HAR RIS MEK B 03 72 15 4
A RBUIER, R, XEeH 23

TS AL F3 46, Yopl 2z AR PEE
J B ) B0 L B 2 B LA RIS PR RN A A
903 S TR 2 11 L 1) 33X — o [R]I fReAE, 2 bt vk
oK e R A S R A, il RN
5.

2.3 TABREE (phosphatase)

BEAE PR A1 i X 0 LAY £ - A it A OB 428 11 B
B T-B, EAiE 40 PR [ e e B B s i 7
T, BERA B LT L ) MAPK A NF-kB 15
T B Z IR, T2 IR A DULAH S b mT A )
KX BB L, IR N EE T, 2
03 D BT SIUASE 07 I A e ] SR RO W LB, R B &R
A2 T B8 TR I ke 410 1 A T A0 D 1 S 5 B A R 4
Salmonella typhimurium & H55 751011 b Bz 40 M f5 w]
PLI0% MAPK @1 ERK. JNK F1 p38, i X Fh 340
MO = 20 73 W RGP0, SN DRI, =143 ik
RGN SptP /] LUT A S, typhimurium B3¢
S ) SAPK/INK [R5 7, i HLAE £kt rf SptP
AT LA p38 {5 5 il g% 18. M 45 43 # SptP & — A
AL HEIBER BN E 1, H C i X I LR 7 )
5 Yersinia WS Z R BRI YopH LA HiAth BLA% 4E
VT R R B AR AL, N S S 20 D)5 A7 BT 6 Cded2
F1 Racl ] GAP (GTPase activating protein) 7§ 7 ,
1M H. Fu 2567 I SptP f6 % 10 % H 1209 i 147 2 L) 1)
2 I~ GEF(GTPase exchange factor) SopE 1 SopE2 7F
FfL P A FE e R 40 i Mk &2 Murli Z5P0R I, SptP
A LU MAPK 15 530, PS4 40 i /& 44 SptP Gkt
FEARRI S. typhimurium J& Brk 15 5 10 B H0E 7K 1 22
TP AR S typhimurium, T HIXAN T FE AT
SptP C iy [ 1 2 1 Wk 1R i3 1. Lin 25UV DL SptP
HEWS e 28I A e 28 B4 0 1) Raf(Y340D) 51 (1)
fos-luciferase fi ™5 K& A R 2, 1776) T~ 41 1 20 it
A ) MEKI (S218D/S222D) % #% MEK?2 (S222D/
S226D) M BiE VE - H & A 2, k& i, SptP
A g2 T I T4 Raf P ) S0 KA ) Erk-MAPK
TH % 0 . Raf 130 BE 75 22 7 02 2 40 i i
[l INf 1 7 22 Pak1, 3 WAL Raf 27 228 47 (1 2250
M2, Src WG IR 1L Raf 5 340/341 {7 1) K &R ,
Raf [1IX 2 M s 38 R AE B IR A f5 A RES Ik 21 K
PR, R Lin S5HEN LA R SptP 1) 2 A
S5 R IRERE 73 IAEAN [F) 22 A0 ) Raf R0, SptP
th C i P 2 TR Tl T2 P 2k W L4 Raf ) J5 R 1)
iz, NS R W SptP R R I (135 M X T A
552 (07 31 [¥] Raf (Y340D) CAAX [FIis A2 %A1 1
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WAE M, M N S GAP &5 f4 38 ) mr LA
Cdc42/Racl X} Pakl, 3 3 44 3E im0 il 3L @ 1R 1k
IO Raf ), 1X L 4R W] SptP 38 i 410 i b Ui 1)
Raf [RIHGEKAM 6] MAPK {5 53 w6 39 1) [ A7 e %
B e Ay LA S DR B RN B A 2
i M) 2% B I i )V MR AT ) MAPK 5 5 38
B, MR AN AR, R
] AN PR 7 TG & HEAT D RIS, DL 3 5 e 11
PR, S B T 15 A i R G AR Ak AL
pilliNp=R e

HopPtoD2 & Pseudomonas syringae pv. Tomato
DC3000 =70 RGE BNV H A9, 3 C imdillf
RS R R IR I PTP 35, X AN3E P OB T
TR ¥ 119 378 A7 5. Cys 4k 4. HopPtoD2 fg il 1l
P. syringae &Y% Nicotiana benthamiana W 5| & ) 8
B ¥ (hypersensitive response), Ifij 378 fif. Cys 5
AZ 1) HopPtoD2 WA 2H 1 P 0 714 1) NEMEK 2™
1t Tobacco H I R IAAEWS 51k HR FE4H AL T,
I 24 HopPtoD2 5 NtMEK2™ It [|] # N i 4 41 iy
B, HR ##0,  [FAF HopPtoD2csss X NtMEK2™
S HR 3 5@, X 4 B HopPtoD2 {F H T
MEK i, (HFETERAE N TATAL 8L, BLA LA 7
FAEH], HATIE AR A A CHRIA.
24 ZEBE (protease)

T3 I B TR RS AS [ (R A i vk m] DA — E 1
JEE A E AR S B N, (EE AR R
B 75 2CHR AT R Be A AH B (R 308 ) 42 KP4, Bt
B Lk, AW L Olitl, wHRELY
R A, A E A RS, A
HORT O A e Ak S R FE D g, DR Js R R 5
LR o 2 N7 S TR TP I LR T e 2
FEAY) AT A R A s AR 2 KB YR B Bacillus
anthracis (RIEATTE) BERAN ARG, I8 BB T 7= A
(P01 sl 2 i W 40 P P 75 k. 170 B anthracis 7] LA
MR AR, (R ERBE R A0 205 J vk 2 25
J N2 A W A R IR N L9 | RS R P R 4,
B. anthracis V] L3 3 R AR 1, R PEEDUIR PA
(protective antigen), /K /i Xl EF (edema factor) Al
FIE K T LF (lethal factor). PA HI W 41 Jia 2 1
SISz & 5, T LLER R EF NI LF #1231 40
WL LF J& —2REF B T m iR g, RS R N AA
AP ae i I FIN LK R 1) MEK S, 3 H 401l
MAPK [FI#E. LF G5 528 LPS I 4
JORIE P T, A SZ LPS BBl AN 32 5.

T+ LPS ¥ ok i i a] LUS0GE ERKL INK AT p38
ZE MAPK, {HJE AT p38 Hr 5 M fd 7 fE % 15 5
28 LPS Jc (1) W 40 i A2 F0 LF AL 9 T30
%8 TUEW] LF 35 3 X Rl 8 T2 I 5 2 A1 LF %)
MEK 15 AT SSBCH, BF9T N R A T — PP A BE
B LF A2 U1%I ¥ MEK 5248 /& MKK6CR, 453k
L, MKK6CR REfE A7 20 FEA% B LF 5 A T,
1M H MKK6CR Xt F p38 i 5 P 4 5l 751 T 15 % 197
TORAT R, XS LF BT 5 108 Tl ik
DIE| MEK 38177 BHAS p38 MR il fr .
2.5 Hits

B 7 T4 i ) MEKK-MEK-MAPK 15 5 il
%4k, Tapinos F1 RambukkanalVk L T 4 AN Hi
T MEK {558, Mycobacterium leprae G416
F Y5 R i it Sre G It p56Lck (lymphoid
cell kinase) FLIEUNE Erk1/2, X ANREFEIF AT
MEK, #HIK#iT PKCe. X 4515 55 18 I (1) 005 5 50
T W cyclin D1 [RLR, B GL M S 15
A, A M RF SR G, T R B IRk — P s g
M. leprae RENE B ICRE Bl FE 40 B 20 A B e A
P Tt PP 40 I, L 2 A O O O PP 0 B ML Leprae
R BRES  JU AT DA A A i Y AR s G Y N B
M. leprae &3, BEJG M. leprae WI¥ 9% 4L 1) JC 8
At FEE 4 6 4 P 30, A o 2 i 2 B O T 2 1
B, A B 2 [ I B e 4 R LA B ML eprae
B IRE A G2 A0 M ) B B0, S TR AT R B, B
R T it I 40 i B T R G PR A B T R 2 1)
BrdUrd (5-bromodeoxyuridine), Jf H.f84% W ¢ 31 45
20 SN AN A, X U0 HH IR D it HE 40 M ek
Bt 5UbRIN,  cyclin D (1% 5K P 55 1 %
EACEERTE E] B, T cyelinD1 F1 G1 #HEFRE &
% F| 4 ¥& Erk1/2 Fl PI3K (phosphatidylinositol
3-kinase) %5 % 455 S M B (K, VRN T 4N e
o Erk1/2 OSSO0, RIAE G 4 g b Erk1/2
HEEMHRLINE. FBML, RN
MEK1/2 #1451 (MEK inhibitor, MEKI) U0126 Al
PI3K #1471 (PI3K inhibitor, PI3KI) LY204002 JJ
AN Erk1/2 BIEIRAL, BRI IEUE I Erk1/2 (KR
REOS AU B IR 1L T U7 Blk-129, 17 MEK1/2 A& 2
KA AT 1) e iis Erk1/2 10 B3 isss, i FLsh
R %A K B MEK1/2 BL AR () 3 42 Sk 3005
Erk1/2. SZ86vh, 7845 MEKI A1 PI3KI 177 () 4 1
T, LA H e e N M 2R 98 A% (dominant-
negative mutant) /£ 1) PKCe J&5 Erk1/2 HIBEER 1L /K
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SR, BT AT RE Erk1/2 MIMGE 245t PKCe
3. Erk1/2 $§ #TE PKCe MY, [tk
PM%W%T%% Ty AR F RIS, &
HHIIEPK, Lek (1ymph01d cell kinase) /& PKC [1]—
MR, RAEM AL PRI — AN EZ 4K Sre K
I BRI, JF HARSM 4] BRI Lek Re 8
1% 46 Erk1/255%. Src J i K 25 4 40 11 771 PP2 Refig A
AN S5 B 7 & Exk1/2 (R AL, PI3KI, MEKI
Xt M. leprae BT & 1) Erk1/2 8R4k, #% cyclin
DI FIFLER, ¥ S B ) A sg e, HE Y
£ BB PR R H I PKC AT Lek 19405 7 1 52 25 9k
/DKW cyclinD1 BL&Z ¥ S 40 it f B2, fy LA,
FAR A X M. leprae ik PKCe- Lek-Erk1/2 1 3E
2 i) Ras-Raf-MEKK-MEK- Erk1/2 i % i i % 41
LR oA 25 o0 5 A i R SRR 26 R, AR ML Leprae
WA BIX 4515 S, 2 7 M AN it FEE 40 2
I A2 W6 25RO\ A L P 84 i 1 | S i 3 4 ] S
M, OB AR B S| PKCe MBS 86 £5
B WETT. AN, Lek & 2RBE & MR UG lE, 1
Erk 1/2 [0S 75 SEHE 8 7 1ot 10 T 2 R R 1 28 R X

C

‘irsinia. ()
°c *

MEKK

—( >f°

MAPK

:MAPK XE

éWéﬂiﬁ’@Fﬁé ERK

1E 4N R
I SRR T 1 A0 R dE R

-------------- [HEESei i
X HEREPH I

iR 1L, Tapinos KB, Lck nJ LAf§fR1L Erk1/2 L
(IR R A 25, HJE Erk1/2 0 9 2 R A i 1) W R
WAL RO WEN TR, TREAFAE S — NS Lek
CH, ICFBGE Erk12 {55, X EAT, 4l
Jf & A5 4B /7 /£ 45 Ras-Raf-MEKK-MEK-MAPK 2.
AbILAh IR AR T MAPK {5545
WEAh, WA AN D ILARAIT R B S v R P 1
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Fig. 2 Pathogen hijacks eukaryotic MAPK signal pathway
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Hijacking The Eukaryotic MAPK Pathway by Pathogens

GE Jian-Ning, SHAO Feng’
(Graduate School of Peking Union Medical College, National Institute of Biological Sciences, Beijing 102206, China)

Abstract MAPK (mitogen- activated protein kinase) family, which is conserved throughout high eukaryotes, is

implicated in multiple cellular processes including cell growth, migration, proliferation, differentiation, survival

and development. Pathogen hijacks hosts’ MAPK pathways to facilitate its pathogenesis using diverse strategies.

To further explore the mechanism underlying interactions between pathogens and hosts’ MAPK pathway, is of

benefit to our understanding of nature as well as to our fight against pathogen infection.
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