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(Appressorium) ™ Fifi % Bk A 14 B 2 L 76 40 g
BE NN E W P8 0 2R )2, B 1k Hl SR W B Ah i
[F] IR 9617~ PN B 3 9% 00 o i e 4% B B L N L ik — 2D
P i B LI e B A

W AR R K & il s, AT 7 A2 38 8. 0 MPa
HIIE i TR s KL 71, 53 FR A
FEfb B S ML A HAE N 5~10 pm A FHEM
FRIZMME M AL 76 B R R i3 A7 43 4k AT LA
s K R R M R 1R A £T (Penetration
Peg) ™™, 7 B 2 0 1 Ji 28 i 2 o i P B R e v
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MoCapA/B 5 Z R AKAL il — 4~ W 3 5 MoEnd3 19
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148 55 26 U MoArk 1 R 1 R 28 AL g AH G 88 (1
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R M N5 S R EARFE GRS 5 =R AK G & F
G EH) /IR ER (Cyclic AMP, cAMP)E 5%
A Pmk1 AT 19 22 2457005 1L K (A O (MAPKO {5
SRR GE R 2R T o Ak B 4 R b B
fAE R G A B 52 /K (G-Protein-Coupled
Receptor, GPCR)Pthll /&M EFEMHm G KES, 5 G
EALS AEHT cAMP 5 5@ 12 EiiF . 0% cAMP
55 mt ., Pthll BEAEA 1A 7 RS EE5 H
1 4 CFEM ( Common in Fungal
Extracellular Membrane Protein) T g7 187, Hirp
CFEM T i 52 1% B B 2 LT R B800 11 1) 06 75
Zek 2 R N Pehl1 AR AT g3 5 CFEM 3 fig
Sl s T R T AR S R

R G BEARH Gae WY Gy FFE R
RA B IR = AR, A& 3 A Ga W3
(MagA ,MagB il MagC) .1 4~ GB I3 (Mgh) #1 1
A Gy W FEERT O T A0 M B A B E
Pth1l WHIHF EXRME S5 6% ERME S48
B GEAHE GEARBS®RE,G HA = BRIk
B o WL By W T RAK, Ga WIS A 1) GDP §%
254 GTP. B AE TG AL S 19 Ga-GDP #5748 i AL 25
1 Ga-GTP, 5l #2 G & 1 M L5728 A2 Ga 5
GRY 5 KM B . Ga Ml GRY 20 BIME J A 16 P
&5 4 F 0% T iER cAMP-PKA . MAPK % {5 %5
1 R 4% B 20K A5 B REE 5 5 3 0 N 15 5
T BiE 2 B A T B

cAMP-PKA 55 & 18 8 3 R0 B 1R 51 27 &
FMAE o 1 095 T B 35 1 T B 5 B0 . W Ak
B Ga-GTP 1% cAMP 342, B Ga P 53815 IR
TR LR Macl, 5 # fiEfk ATP # 4kl cAMP, &
FH N cAMP ¥ BT, cAMP AR R 55 A5 3%
i PKAUKI T cAMP B8 H BT A) K TR AL
JO7 43+ F il s T Xk 2 3 A0 TR L R s R A 4
AU K A B9 BOR P, Ga W3 MagB. G #1 Gy
FR A TR P AL Macl B i 2 S 300% 0% B 6 2237 1)
FFEREG S AR BETE KB 2 L, 3% 2 8o 170,
R 5 MagB AH B AE % 9 45 R F Ric8 . 95 B TG %
WU EF 3 % 015 5 A A8 B B 5 i, 20 7 it
R MIANMIE B cAMP 143 B 4 R 2 Macl ,
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B A R cAMP BOWE T i 59 PKA (K
cAMP WY B A L 201 G B AR B i
B 2 AT A 2 A W I R R A
% 5 F MoSom1 Hl MoCdtfl £ T PKA K F i
VG R IR

WAL Go WIHAE A B GTP i fE T ¥
GTP /K fi# & GDP, B} Ga-GTP ¥ 725}y Ga-GDP, $&
55 GRy ZREEHREG W = RIK, %6 lE 5%
e, A EP,.GEAFSWERF Regs HH
(Regulator of G-protein Signaling Protein) 1E Jy
GTP MBS HE I Ga W HEXT GTP (9K i, ffi
G EHRME, NI HSCH G EAF SRR, FE
SR g% 8 4 Regs FE H (MoRgs1-8) , H:H' MoRgs5-
8 SEILTH P HIMIE Y Rgs B, X2 Res AR T
E—A 120 MNEIER I RGS 554, b & A H
fib B9 45 g 38, Ho i MoRgs7 1 MoRgs8 ) N ¥t &5 4
Zl GPCR Z AR (1 7 8 BEAS 30 3 5 4
2R G EABEERTF AtRgsl BB MK &5
H3PY . MoRgsl. MoRgs2. MoRgs3, MoRgs4,
MoRgs6 #ll MoRgs7 2 5 2F 3= 3 R 51, 8 45 73 A=
65 W] & 5 2 AR A R I ok, X SR E H Y
B B W e AR 2 AN R, X 6 A
Rgs & 1% bZIP ¥ 3K F MoBzip5 1IE W #E . H
F MoRgs1 71 JH#% Ga W K MagA, ¥l 8 N cAMP
W EE L 2 5 R G B PR B 2R S, 588 fR T
ZEaE 287 N B T | A (A I
Rgs & AR A LUl A7 GTP B 0 & 1 2h g M
TN cAMP K BRI i cAMP {5 5 3% 12 IR 5
PR R T EESRERKRET. EWUE LS
cAMP S AH G 1Y 78 A% ok o] 45 Rt o T BRI 2 Ak B
Xof 7K A A B0 7 .
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eI 5 oA TR PN 1% P9 5 AR 43 il LA 78 G &R 1/
cAMP 55 h iy & HH o A NG S i
) R IR E RS 5 L3R
1, Pth11 . MagA ,Macl UL & Rgsl SFHEHWEN T
o A K O R % W ( Tubulo-Vesicular
Endosomal) , 3X 26 35 [ (1) i 22 75 22 530 P & 4 1] 1
W o R S P R S T Vps39 2 5,
Vps39 2748 2B IR RN RE IE W s, SRS
1% 33 S BHL . AN BE T LB

P B 89 Pmk1 MAPK i 42 76 Wt % Mg i 12

BB R AR Y R D R R EE R . E
i MAPK 3R o4 b i T U 19 25 R . Pmk 1 B
A S R T v O B R i s R . TR
fif, Pmk1 FJiF (9 P9 A~ 3B Mst7 (MAPKK) #l
Mst11(MAPKKEK) LK S8R H Mst50 A 2 %
B335 Mst7 1 Mstll ¥ 5 Mst50 BAER
i Pmk1 MAPK 3 4 , 5 il B 25 B ) T2 n A0 350 1o
FRUS Rl AL AR A R R B Mst7 5 AR E A
Trx2 MEAEH 8 835 Pk 6585 12 1k 52 i B 5
LT 1T

BOE Pmkl &40 FEE S E WSS T RA
T R R L T N S S
MoShol P 2F 3 K 1 7 5 5, WL 3h 2 1 45 0 g
MoArkl & ft il 7% 2 1 MoEnd3, fi£ i#f Pth11 #
MoShol 5 N2 K415 5 15 38 45 F 7 9 Pmk1
A A, DT 4 ) B ML A O B L IR R R
TA T KRR Rgs #H MoRgs7 ] 5 B /K 5t i 4
G RABKE S . 985 4 coronin AN NG,
W2 E15 SR NG S G Mac, {2 # cAMP
B TR B TR B (T D

i % T Y % AR B 1 Msb2 #l Chpl il i3 5
GTP 254 % 111 Ras2 HAE#E Pmkl MAPK {5 5
B RUHABFSE F W . Ras GTP 454 & 1 Rasl il
Ras2 i i 5 Mstll Fl Mst50 HAE BTG Pmk15%,
Ras2 2 5K Mt & I S &%, M Rasl %A W
YIRS . A R S, 7E R RS B P AL A S
Ras2, 2355 Pmkl MAPK Hl cAMP {5 5 & 12 4% 5+
PO PR AR TR AR S B EDY R . wT
UL FE S OE Ras2 Al 5 i 1 76 B 25 i & & 0 58
o T 06 T B BRAGAE . Ak, Mstll 5 A A
Ras2 2 8] (4 BAE LA K B R Ak 9 306 B ny » i FE [ B 11
LR A A5 B0 B L NI G 2 Pmk1 i 420,

%7 cAMP/PKA 1 PmkIMAPK i % ¥ 7]
005 DA B 6 I 1 & B R AR Z 41, TOR (Target of
Rapamyecin) {5 5 1 % 1] 45 B P 2 20 Bk e 384005 40 16l
WM& R E" . GATA ¥ 3K T Asdd il
T R4 IR P T 1) 4 o B N Y TR B,
SR 2 A A 1 R PN 2 SR O B 4 e 5 R A A L
FHiE - TOR 38 8% 8 00 . S 8O e 5 i oA fg
TV B B . AR U N TR A A R v ] Asdd Al
cpk A FEARA 1 B 5 ML TP B R B AE X Pmkl 258 45 f&
WA AR MY . Il A0 O B AE AR T AR DR SE Y
MAPK 42 . 52385 (Cell Wall Integrity, CWD/{E
SEEMBEENT (High Osmotic Glycerol, HOGK)
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Mck1-Mkk1-MpsTMAPK 2% Bt i 42 . K5 i &1 41 Jifg 1
B R R | O NN % O I N (R P
T B g B N Y Mck1-Mkk1-Mps1 4T &
— AL 15 O B 6T AN RE 36 ) R I R A
LB MR 2 3 3R R SR aE ae e Rkt YL Ab,
Mkk1 i A A5 40 fif BE 58 B M IR AR 518 05 e 38 i
(EN iR~ % 4 = DAz R N ) M= O A ]
TN Mps] Al OE T I 5 S0 A OG0 B Sk R
Migl Fil MoSwi6-'" *1 . HOG i 4% e 19 5 1%
fit} Osm1 2 55 & 4F 155 95 % W 38 1 1 255 AN 5% i) e
& MY R EOR S B iR R B WRE) Sinl 5§
B S 50 02 B0 O R R XS
T AT REAFAE R Osm1 LIS HABHE 25 9 o0,

Bl & BLAH HE 1 2 T e A% i 2 5 R R T )
RE R BT A 20 A o 3200 TR 3 AR A I ol 2 v
B MoGskl B B2 b 19 41 & 11 & Bk 7% % T
MoHatl & {2 T 40 M A% v, 17 24 99 T 42 i L 330531 7K
FEE R TH J5 » MoHatl — % 3 4k 22 B AE 4 f % b,
— R 43 ) TR 2 R AL 5 ARG D MoSsbl 4
G IR AE AR B R #E A A0 B BT b, X 40 B A Y
% 0> 35 H MoAtg3 Ml MoAtg9 # 47 & Bkik , 52 31 Xt
200 ML 1 W R o O 4 T T A R DR/ AR IO A R i
45 R s TR ) BB A B B B TR R, B g T 56
Ryt
1.3 Bt &R A 12 B R 40 B A A

REER A FR 73 cAMP Al MAPK i 42 1 Jif
AR ERAAT 5 A o 8 T LUFI At i B P9 3 A2
PRI REVER G ML B . s TR Y 43 2 46 - 7E 8 & B
BB S L P ot A v 5 8 D 5 1) A4 L R U0 A0 B R0 4
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JiL e AR B Y A AR AT A A
A S A — A A . A A Mo TR
L AR b N R IETE R B NG
ML b OF 58 B — A 22 53 B, 7R AR AN T A A K
o — AR B IEAE T B B 5 — A ) T 3]
1N . Y720 A% 5% B 2 BB MO I, 25 48 AR
N E) B2 B e — JE BRI . 321 A A A e e TR
f Y 25 AEY) I Y AR E L 15 BOR IR . 0 46 M) 4 I
HITE R 28 8 b oA 22 0y 2L b g S 3 DNA
14 B2 ) 2 2 A TOU o R R T 0 T B0 L AR TR i R
F R (Hydroxyurea, HU) 5% F) F nim1 15 B AR
A DNA 19 52, 0] BH 1k 25 4 o Ak R
H ML R R B R IR B BAT B T Y S 1
P R GO DR G R i B S . B —4 S
Wi s B Cds1 A 519 DNA 5 45 1 2%
(DNA Damage-Response, DDR) iz & # 4l , HU 4b
P Cds1 2848 1A 3096 7 A 40 i 0 T 32 B, T B — A~
RBEEMPINE . 5 A S W6 S 7B & i
o TR AT IR AR Y A L, XA
P il s M Sz T DDR G % 22 A e 2 He 2% T 4
HROARME MK, £ SHZIE.G2 WA M
V8 42 ) S5O B 0 kA RN AR e o R G R
F b, TOR 12 19 2% 1 XK 20 M AT 22 53 %4 BH B 7
G2 15 40 s 1wk iy S I o LA R B 3 B 1 e 7
WA MM A R A R E R LA E
FE TOR @A o — 2D B0 A 22 53 34 5% 40 i J) 3]
o, BEE BT TOR BRI HRIK T, B & M
B 20 M A 23 W A R A G BIEY B MR RS . 4
A= A A A 0B A 2 A A R AR
T 5B R ) B b 4R 2R R T B g
KB, 45 A M AR K B B s KL Tpel , 76 8 95 9 1
BIRAERKMENE B S o R G f b B A =R
BEAERTY ., Tpel WYIRE S Pmkl {55 38 B LA &
Atgl &AM K, Tpel B EE S M B W,
YE IR /NG I m Bk LL M septin /- 5119 F-actin 4 ifd &
IR AR B R 20 2 22 A A Ak i B R O i PR i e %
AR X 2 S Al M P AR

? BEREERATIERTFH KBREENS
F L

R T B L5 R R A BT 5 B
ER B W5 A 8 A 22 R B AR R T 2
(TH) I 72 35 A K R 40 M 9 2R G, izt 30, Fe i
T RN IR A0 6 R B R FL AR B AR e T 22 03 Ak

TR ) P B AR AR G TR 22 I BiOAE ) 1 200 S, 2
T 7 7K A 400 L 5 s T A5 % TR 22 22 18] B A Y
it Ah & 25 Bl —EIHM ( Extra-Invasive Hyphal
Membrane)'™ BB R A2 G B 22 76 55 — > 40 i 1R
HAE R IR AR B T 22 (6 8 I Pmk]
8 R 95 T 28 K R A0 L 22 i) 4 B ) 3 22 9 Jre 2 R J g
(R FR 4B 4 i

FEA I P ) E A0 Y i R v K RS B D R A £
L 95 0D LA R O TR AR s A 0 AR G
I S
Patterns. PAMPs) % % 9 % % & i (PAMP-
Triggered Immunity, PTI) F1 9% J& & % M 4 F
(Effector) ¥ 3 1Y % %€ [ Jii ( Effector-Triggered
Immunity, ETD . Ho PTT 2 i 49 40 i 2% 1 4 45
LN FI Z K (Pattern-Recognition Receptors, PRRs)
TG JEL T 43 I 1) PAMPs 1M1 84 22 19 AR 5 S M 4
FERE o R T AR G A AR 9 TR S A RN
F X A PTI J i, 5 % 48 ) 2% (Effector-
Triggered Susbuy,ETS), £ X} 2% h 43 7 #8 9 i#f fk
Hh 5 220 N A AT £ T T e e N TA] R ) %N
3% fil K5 R B A B —ETT,

2.1 PAMP 5t FHIKTE PTI &%

AT AR R ik A Sy AL 2 T I L AR ) 2
MRS I A2 A U0 96 TR ) PAMPs il & 3% il 9095 1
PTIL, f B A 3% ¥ & (ROS) #f & . BF IC B L &2,
MAPK {55 & 42 & DL R B TAH ¢ 8 1 3R 38 S5
Yy By A6 5 e e AR TR R AR T LT Bk
24 7 M (Chitin Elicitor Binding Protein, CEBiP)
A 5 B 7K X R T 100 R il 7 T 2 I o e i o
HAWEAERGE TR EEEN PTI &, BE
20 0 BE 1 T AL 03 LT SR AR ) AN S W vh Ok 2 Fh
Bl ;s A0 4E ROS (87 A B2 AR G PR iy 363k
FEOR R I & LA . 7K R 40 B i 32 /K 5 11 CEBIP 7
P Tt T B A LT o B B oo e b BT E AR
o UUER CEBIP Zi fth A& P 25 30 1 B4R By B ROS 1Y
7 A s AR AH OC B PR ) K 3k, R W] CEBIP J2 /K fif 40
RN K AR S LT B SR R UR T T B O B
P,

TR A EA YA PTL, R R B o WK R
ARSI 43 o T M 75 F2 W B RO 0, R,
SE I JEL T Y BN 43 F B HEAE AF AR R AR R
T o A T A BT 79 5 1) AR ML, S AN B IA R Ji
A BOR HLIEL, T HL BB 8% 28 B U S R B RE T Y
R

( Pathogen-Associated Molecular
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2.2 WEEFREIMNSFHEK

BN 43y F 22 80 R /NG F W A s 2K 1, 38 i 5 R
[ el g o R AT R - e v e S 1 N1 (%1
R IR A . ARk, Bl A R AL ) DL R
L BRI R R K R 22 1) e v DR AR 43 T
YE . RUERE A B 1500 MMBE A 5L
T R R OBE B E YR — R B 40 BE [ R G
T S5T A TR B S KRS VR e R R
JKHE PTL S 7= A 04 16 P 480 95 B 40 5 v ) ol 1
fii Yvhl 765> T FE18 Ssbl Fl Ssz1 095 B F #E A 40
MAZ AR AN B A D R4 . FE AN A N, Yvh] G i
SRR R B Mred S8 G v 25 A OB IR TR T
14 235 6 57 AL T SR AZE A ) S 28R, o A 005 TR L &2
CHE) I A1 36 B 1 1 28 A0 50305 P 480 36 5 DATRT 56 i H:
EXQ RO
2.3 WEREANSTFHND

FRAE 73 W0 38 42 1) 25 5 o e 95 BT 1) 3800 4% F 4
N JE: — 25 & 4 BIC (Biotrophic Interfacial
Complex) FrEk 45 14 73 W . UE A 7K 8 48 1 PN 4 i o 25
W] BB 5 T 5 59 — R R Y T 22 4 BE 5 2 &
R Z | ) EIHM ( Extra-Invasive-Hyphal
Membrane) 45 ¥4 43 W B9 | B8 16 %5 3= 40 i 4 i A&
23 [A) A8 3§10 000 vl BIC 25 4 2 h A 9 0
HE SRR 2 E AR, 50 R R
ZLAE S, B R TR R Y B 22 R AR K
e 200 it v {2 % B 22 0 T S th 25 98 A BIC 4548, B o
R AT IR 11 Avr-Pizt fl AvrPi-ta, 7£ BIC
SR R 2 B E S & h EIHM B A Y
YL X — i AR A2 B 2 i R 40 +-SNARE & H LU
J exocyst 5 A R Z I AR LB RO 4y T AR
15 & A 22 Tl Y 0 400 i B =2 R 4 s ) A 4 40 i
L, RMAR A B E A LA A R RN . 5
JRBN 53 F ASTA], Bas4 Ml Slpl Z8 i AMEREON 431 I
ANHENAF A0 PN L TR 5 WO O ETHM 3R A 4
240 60 BB ] ) 240 B ) BR b & ¥E T RECT . EIHM Bl
R — TR A0 ) S 5 L A R TR S K RS AR
WL ETHM 25 0 0 25 75 I BRIRAZ Y 1R 22, 76 I )
Vi) J5 SMAR RN - 28 3k P9 P 8 R AR X — 43 Ui
WA IE A LA ER

it J5R R I 2 75 % SNARE 45 19 43 b B A
LM, SNARE 4 4 MoSec22 Al MoVam7 i 5
FEVTLIE Ky . 75 1 N B (Endocytosis) 143 W - 45 , M

S0 0 B R K R B IO 11, MoSec22

M MoVam?7 2 il Ml %+ A8 5C & 1 /) SNARE & 1

MoEnd3 B & 7, 1M End3 3 L EE N 73 F Avr-
Pia 1 Avr-Piz-t [ 43 W, (H )& R 2 5 1 ¥ 00 5 i B
B & Ave-Pib Al Ave-Pi9 B 4 WP, Qe
SNARE % 1 MoSyn8 8 % Tt 5 8 I 5 F Avr-
Pia Al AvrPiz-t B43 W, 5 Bk MoSYNS FEH 5 Avr-
Pia Fll AvrPiz-t 75 528 (& b Jo i3 i BIC 4544 43 Wb
)75 A0 b, AT AR T R E #E AN T S
A EVURE A BN OE R, FHRATE & A Pia F
Piz-t PY7KAE i A R B HUR A9 JS153 B bk 7% A8
SR L R R B A [ T AL 43 T R Ak
TR 37 B AS TR) 0 B P s AR A L BRI I D K o
14 1L PN 3 3 BIL TR DA B % 3 3 4 s T %) 3580 1 4 1 1
I8 T 5N 43 B HE 1 T L X A AT R RS TR B BU
PL B B L,
2.4 BERERNES TFHINEE

FE IR B8 B4 1 Slpl.MoAa91 5 7K f& 40 g
ik 2 10T 1) 32 1A B 1 CEBIP 3% 4+ M 45 4 5 B 40 o B
LT BT 55 B % - il CEBIP R LT JiT 8
B AT 30 0 LT 5 2 4 5 5 1 K R 38 I v
el R BRI A JL T A Chia BAT 800 4 F
(I DRe i 5 LT B A M A5 A K R A2 44, T
PeIUT Wi & 0 G e o™ . i 30 4 e i B
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How do Pathogens Achieve Infection into Host:

Insight into the Pathogenesis of Magnaporthe oryzae
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Abstract Rice is the most important food crop across the world and it feeds over three billion people. Rice
production is constantly challenged by attacks from various pathogens including the ascomycete fungus
Magnaporthe oryzae (M. oryzae) that causes rice blast, the most devastating disease of rice and threatens
global food security. Interestingly. rice has evolved sophisticated immunity conferring every single host cell
the ability to launch an immune response against M. oryzae infection. How does M. oryzae cope with the
rice immune response during its interaction with the host and maintain its pathogenicity? This review
summarizes the current understanding of the mechanisms by which M. oryzae subverts the host-derived
immunity to colonize rice cells. For example, how it recognizes surface cues to form infectious structure
appressoria. We also look ahead to the key points that need to be addressed to provide a better

understanding of the molecular pathogenesis process and the prospects of scientific control for rice blast.
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