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Research Progress of Protein Kinases in Wheat Scab Fungus Fusarium

graminearum

DUAN Kaili , JTANG Cong , WANG Guanghui®
College of Plant Protection, Northwest A&F University , Shaanxi Yangling 712100, China

Abstract: Wheat scab caused by Fusarium graminearum is one of the most important fungal diseases in wheat. In addition to
causing serious yield losses, this pathogen also produces a variety of harmful mycotoxins that poses a threat to the health of
humans and animals. Protein kinases play important roles in growth, development, pathogenicity and stress responses in
F. graminearum. This review summarized the research progress of protein kinases of F. graminearum in biological function and
molecular mechanism, and prospected the research trends, in order to provide theoretical references for future research on

protein kinases of F. graminearum and the control of wheat scab.
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R T A5 1 R A A Y R AL R, TETR
T B v L 31 127 A28 I L ], 24 o
MEEFAR 2%, B2 5 THESES A,
AP CToE) AR FE L BRBE N A A A ) o
TR, R IO TR AR ) R L TR AL Ay i
BMAE, S5 T ERAK ARG R A FIAE Y
RYERE . 2011 4F, Wang 59 LR 8k T 7R
WFFERT G, IR GE A BT 1 R 5 J5t L B v
FE R A= )7 Dh e o TESOR TR R
A5k )1 TR AR O R B9 OB T — R R
ERE . AR SCEGES T AR i T TR R LA KR
AR 1A 7 T AR Y2 D RE AN 4 T AL O
X AR AR A Bl D T AR N B S AT T
JEH

1 RERIEHEBMEBEHTR

FEEAZ A b B O S 4y S R
B R R OB ) 2 O AR T 51 TR D
PE B SRR PR SRR, SR ) 2R 1 B S
4% h 8 4H , Bk Fy AGC.CAMK ., CK1.,CMGC,
RGC .STE . TK F1 TKL; #1444 25 (1 i 2 A [
ST I BRI 45 # 4k (PRO0069 ) |, 111 5 i 5 1) 2
FIVEETC 7 9 [R5 P . R B ) 2 A T2 284
$% Alpha . PIKK .PDHK H1RIO 25 , ¥ & #iiF 52 BA
Wl TR . FERS SR E IR E R 116 N EH
PIEIEA 20 MR BBCEE |, MR A3 (19 96 1~ 3
U DR AR R Y A B, ey 42 A R R TR 7
Wk 2 AR (RSB0 ) 835 T BR 58 ek, 34N B
FER ) 28 AR 8 A T2 0 7 i A TR T I BE T, 26 1>
T L PR 11 2 A AR AN BE T 17 2 7 ol 1 e 4 1
KB SEH 194G P 58 A8 1R 1) 13 1 7 o 7k
EH TR, 53 ANEAT 54 1l 3 R A 2 2 1At v
B R IR R I 2 . Rkl WL, FER S
WP EARBS S TERRE THEEHE)
NS EIR S L O P A i S Uy

2 ZEB#HEEA(PKA)

PKA X FK R cAMP K1 () PKA , HiA 511
FoRREEAETEZEY D . 25 T4

K AN 24 B FRFIH b N 2 S AN R A
AR, TERRIPEEERE T, PKA &A1 t A ik 7
8 TR e i e W e SR S [ A e € N3 B2 S 1
WA FEEIR S . MERZESNRE SR /AN
cAMP Ve B R T 5 9 5 PKA 019 WL 45 4
U PKA A Rk G % A= AR Ak, DT RS L i A6 T
SN IR AR AL

TE AR 4 8 J1 W, A7 7E Cpk1 A Cpk2 7§ 4
PKA AL 3, HA CPK1 3K il B2k 2 S 80
A FE A DON B 2 4 UM B0R i B 2%
FEAL™, BRTTRRIAMEEE S5 T M cAMP 9 ED)
B, AR Ak D B R R PR B L B FACT SR
Al 23 1 2 AR DON 7 2 & B 2o 1™, 7E
PSRRI RS SR MY cAMP ¥ B b
FTVE L M INANE cAMP L2515 S TRIFE N 21y
FIAMDON #ER WA M. H A, FERSHRIT T
W AE AE P S cAMP B 2 — 5 B 5 [ PDET FI
PDE2 , H: XU b5 58 28 K pdel pde2 B 75 A= KAl H
22158, AR DON 3 2= 5 e 2 L+ (HA0 HREff
/N Z REER A FE b 1 A PRI, cAMP-PKA 38
BRAERA YR I E F7E K  DON B R & e
YR g siat e A AR . AP R A
ARAT R T B T PKA 5 5 3 12 W] 38 4o 6 1 b 1 1
FFf I3 PSR S0 o ) R T 006 T Wi S R 1Y
FIRM Li SRS s R AT S T B PKA Y
WA (PKR) 1 2R A48 25 1 35 B CPKI W% 5%
K- E AR 2 3 A% Cpk L 8 A AR, 5 7R il REAT
TE— 2% 0 B8 1 38 4% 3 3k B i Cpk 1 8 3 il
cAMP-PKA 55842 2L JTE o SR, CPKI LA
M) 19 K a5 A8 ] LAEB AR A2 pher 53 28 (AR 117 2% 7 e
B, T X e 52 AR n] BE G T Cpk1 25 W B2
PEL HET, R T T cAMP-PKA 55 & 42
AR ML E A 5 2 BBFFE , (0% iR 7
PR LA KT A I P e 2 TR A OIS

3 RORFREUEBSHE(MAPK)

MAPK /- I {F S e — KA B A Y
T+ R SY 1 EAE AL 3 R G, 2 H MAPKKK
(MAP kinase kinase kinase) .MAPKK (MAP kinase
kinase ) fll MAPK (MAP kinase ) ¥4 i, 19—~ = 4 il
FIRAR R, TEEU B MISME T 5, MAPK 1k
TRk IRV I R A Ry NI R (U ki
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5, M IS T Ui e 53 DR R A A 1 e 40
PEHGE S IR o ER A4 T 1A A% e 21 34>
MAPK #& 1 i 8 Gpmk1 . FgHogl Fl Mgvl, 114>
)55 PRI R P A R R e 22 R AE KR S i
1% (Fus3/Kssl pathway) L2 RE SE AR SR AR
(CWI pathway) DL Je & & & s H Ol 7 5 & &2
(HOG pathway ) 11 MAPK [m] 5",
3.1 Gpmkl ER¥EE

FEBRIP RS, Fus3 F Kss1 B~ MAPK 2
O S W A % T Stell-Ste7-Fus3 Al
Ste11-Ste7-Kss1 {7 5 i 48 , = 43 BRI T BRI
P B 118 {5 JEL 28 N 288 2 bR A K, TR T
Bz R AR B AR AE 5 ) 245
£ 13 45 Stel1-SteT-Fus3 5 5 ik 78 o XU R 1k Y
Fus3 2 (G AR S 000 45, 1 A 40 A% rh i e ik
FE B RS B 1 DN T i 30 A e A 5 T
I Z W, ANFAE 5 38 i Stel1-Ste7-Kss1 {55
TSR Y TR P B 1 22 R A K

2003 4 Jenczmionka 25" 1 YK TL B T Fus3/
Kss1 76 78 2 8 71 B b 19 [5] 95 2% 11 Gpmk 1, & B
GPMKT 3 K ) Sl R AN BOR 45 i ) T8 R 2E
53 A A7 2R H T B 3 1 N gpmk 1 58
AR VKA A B AR 71958 423205 . 2005 4F Jen-
czmionka " A R IE , Gpmk 1 7 ¥ T N U4 R b
it A Rt | 2R P K S it RN U 8 1 9 (X
VE R RN SR RS B IC IR EAE A o 534h, Urban 55"
I MAP1 (B GPMKI) %& A i 6k 2 5 3 DON 7 &
FFE. T, Gpmk 1 AT 8 3E i 4% DON 75 2 4l
L RE B2 i T 1 B LS 5 R A8 i D RN I AR
e, EEAE ORI T Gpmk L7 50—
B | 3T A R AR iR Sk IR e S
k. A BEFE R Fstl 1 FFst7 43 38 Gpmk 15
5 & 7 Y MAPKKK 1 MAPKK™, 1 /) G £
Ras2 N Gpmk 1 {55 4% b % (09 5 540 1 IF 62,
[ % 4 FgShol #1 GPCR 7 14 Givl # iE 1 N
Gpmk 1 {55 R M B AZ 7 , — & B JH¥E T Gpmkl
{5 IR MR, A B2, BEAZ K Givl
P4 T cAMP-PKA {5 5 i 42 B LIS, 2015 4F
Gu 254 38 FeSte12 24 Gpmk 1 SR I (475 s A
T, Gpmk1 RAHJAE T FgSTE12 5 1 5% 5% K
S i H R T FeSte 12 35 R E MR, 73 4b
TR TERA T T AR YL HIY B | 22 5 35 RN 40 i
P 3% il 53 0 S5 e A P ELA AR L T

3.2 FgHogl EQ ¥

HOG 5 5 i 2] 2 AF7E T 3h ) F EL T 55 L
WA= v, S 2B R R X6 v 98 T A0 06 5 S
TEBRIG B HOG R 538 AR A% O 80 43 1 14
MAPK (Hogl) . 14> MAPKK (Pbs2) F1 3 /> MAPK-
KK (Stel1,Ssk2 1 Ssk22) 40 i%, , %15 5 i 12 i P
MG T SR UG Phs2-Hogl", — &2 5 5
ok HIEZ AR SInl, {557 Ssk2/Ssk22-Phs2-Hogl 14
5 D325 S BT 5ok F B SZ 44 Shol Fl Msb2,
{551t Ste11-Phs2-Hogl 1£ 1% .

Zheng SFPVE SR AE R AR B 1 R %50 Hh HOG
55 A Y 3 A4~ G B i FeSsk2 ., FgPbs2 il
FgHogl., X3 MMMENIZ S THLEK A
PEA: 56 . DON 3 R & W AAE W) 4= 9 55 30 72
Zheng WA 7R T FgHogl 17 54218 o P8 5 H
T BT RLAFREIE | ER BN RERE Y A A X R 7B
B EREE , 73 5h FeHogl {55 3 A2 1 A% 195 Jit AT
POty STERE Y oYY SENY NG Y 7 SER IR
FW o 2011 4F, Jiang Z529% 34 2C Y 5 R i FgPic3
i R FgHog L FIBEIR ALKF-, 2T 25 T 9%
JEC B 7= B0 LA SR AR TR A
3.3 Mgvl EQi¥Es

20 e 2 D L TR 1 R SR R B, ZEAIRAR A1 5
YRR A 2E R Y AR AN RIS R T R T
BRAEM o 2R F RO T 5 R R
Bek 1-Mkk 1/Mkk2-S1t2 ] ¥ () MAPK 215 i 45, 1%
55 @ 2 4E T/ G & 11 Rhol 1 11 3 C
(PKC) Y i, T IR4E T 240 B RE 1y e 2 PE

2002 4F, Hou S5V 5 SE7E R 43 8 7 T4 v ve b
TR R SLT2 1Y [ EE P MGVI (MAP kinase
for growth and virulence 1), IR iz e A AT T
R o mgul EARRTR I AR R L%, IR R ™
A MOBEBR G , 53 4 mgul RAFIRIEAR L TH
PEAEGE DONF R & AR I RE S . R
MGV ZRA IV E EFRAK A VAT BUR )
DI S5 200 i e R M BT T 1 o LA A A
¥ W Mgv1 il Gpmk 1 7E AR 43 4 1 TR AL 2L 14 By
I MsDef1 it 8 b BA S Z/E AP, Yun %27
A8 R 4 9k )T 1 Mgyl b 37 i MAPKK (FgMkk1)
T Wi s F FgRIm1 315 5 T 40 fifg i 5 4%
PE \DON 5 A B LA B0 J5 3 R B0 1, 11 FgM -
kk1 38 2 5 7 %A 535 3% 30 A4 A0 0 30 04 B
%o I I — 2 IR FeMkk 1 R EHEHE T CWI
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1 HOG {5 5 3% 12 B #OIE™", 3t 1§ 783X M 4%
MAPK {5 5 i@ 8 Z AFE A A . B4, A
¥ HE FeSho 1l FgWsc2BP 2l CWIAE 5 i 42
RS2 R, — R4 T Mavl ROBERR ALK .
3.4 FgGpmkl,FgHogl 1 Mgvl i &g B H 3X B

1ER

34~ MAP ¥4 fiff Mgv1 . FgHogl fil FgGpmk1 #J
S5 T RAWITHE R 24K 5 PR Y
Blria 2%, H =F 2 MWAAEEHER R, FgHOGI
BRI AR T mgol 278 PR AE 5 37 £ KR4
i B 56 e Py TR %) BRI L T MGV T I B A i 2
AR T Fghogl 5878 VR 155 18 W 36 (14 SO PER
5T R FE mgv] Z27 M FgHog 1 A B IR 1L K-
Tt &, W E mgvl Fghogl Mg 58 28 K Gpmk 1 1)
TR Th K A 8 35 T 8, D0 L2 o 4t L B 3 2%
T, HEM mgvl Fghogl X588 K Gpmk1
BB EREE , PTRES S T AIEE Y A

4 FgTor E Qb

Tor(target of rapamycin ) & F I il 75 EAZ A=)
WP RsE, L HA EE A Y FIIRE, — H 2 F)
BRERW T Z k. 7620 22 90 471X 7 1,
Heitman 555 56 76 BRI 7 BF 0 25 72 2 TOR {5 5
AR A O T ——Tor 8 . 76 AR A,
Tor 2 [ 1 Z5 A FITREES T3 A SF , K43 Fh
HUA 1> Tor 8 11, SR 1T 7 BRPG [ 1 R 4 6 8% B rh
TEAEWI Tor & H (Torl Fl1Tor2) . {EEHEEREH
Torl 1 Tor2 5 A [F] i) 2 H JE 8 TORC1 #1 TORC2
PR A, TORCIHRE I ZBUENES
G332 38 PO A AR ] o i A 22 2
A K . TORC2 X85 A 8 2 AN UK 2 2 A IR e
20 L1 4 T R0 ML PN A S T TR T
RESY. E PRI R b, B A AR R 5 I A 2 0T

S Fkbp12 JE i & A 1A, #F 1 5 TORC1 &
YEFEIH TORC Fi A S 15 S 20

2014 4F Yu SFE K f#E BT T R A ik TR
TOR 5 5 i [ v T 4 D) 8 VL SOz f5 5 3%
RRVEFAMLE . BF9E & B0, S ITE B RN RS
W JIHE P AUE A 1/ TOR 25 KBS FeTor, HoNEL
SN, FINEE R T LIS FeFkbp 12 JE R Gk,
H 5 FeTor 1 FRB %5 #4) 3k B4 M 1fii 40 il FgTor
UK TS M . 1 FgTor 38 1 T 7 Y FeTap42-# 2

it (FgPp2A  FeSit4 % FgPpgl) 58 SR 45 1 %% )5
PR ) DON B 2 6 B B0 1 F A i A w55 . o
FeSit4 Fl FgPpg 1 38 1+ 7 45 FgMsg5 P4 T Mgyl
{5545, 55 4 FePpgl i i F 5% A+
FgAreA \FGSG_09019 F1 FGSG_09709 ##¥E T DON
FESMMEE S . Liu %5 % B TOR {5 5 & 1%
i3 FeSitd/FgPpgl 32, FI IR 1 FgCak 1 XF
ARG FeNem | HEATRERR AL AE 1. BERR 1LY
FgNem1 5§97 . 5 FgSpo7 K i &8 A 1A, g i i
A N PG 05 2 T TPk 1 G % TR M 1T 98 1% LA AL 7
P e AR HE = R H I AT A . 1B R
B TOR 15 5 18 438 1 FgNem1/Spo7-FgPah1 ¥ 4%
(4 R B 8, R R A e 0 B 2B K B B0
HABEEEM . ERNEEEE P, 5 H M Sch9 &
TORC1 FLHE2AE 09 U oo 44, 3 7% 1 T
TORC1 /S BERR AL Fgsch9 52 ARLE TR
K IR A R DON 8 A UL
5 1 5 7 A TE B B B . TERB R E T,
FgSch9 NS FgTorl Pl AR, W HIS S FgHogl
W HAVE™, Fasch9 5878 PR ASE T 1 A 25 K B
JE HXNB 3 TR U0 A 20 i RE D t e B
5 v R, BRI, 4 FeSch9 I BEA 5 T

2N

TOR 5 HOG {5 5 i@ A2 A 9 523
5 ‘HREMEXERHEE

20 A R R — A 2 P s s B kA R
BN e A o 2N o A R v 24y
T E B A O A0 R AR M R
(CDK) 240 it J5 10 8 2 AL A A% 0, 55 200 i ]
W F1 (eyelin) FE A CDK-cyclin &2 &4, #Esh 41 i
5 2% A T SO R U R A R BT, A
CDK-cyclin & GKH, eyelin £ Ry 5 7] LK
AR 3 CDK 55 28 4 2 1 VS 4 2 11 500 48 i
AL, SR LR T, FE R LS AL 5
4~ CDKs(Cde28 . Pho85 . Kin28 .Ssn3 il Ctk1) , 1 H
A Cde28 7820 At JE] 10145 IRE S AR 46 i At b 2 4%
LLINRETY, TE AT L Cde28 1Y [A] U5 2 K R
Cde2, —F T BERIJE, CDC28/CDC2 H: PH Yy ik
Y2 G BORE R B A AE TS AR R RS R
Cdc28 A LA 55 9 />4 it il 10 2 11 430 45 & LA 1R
NG A SN TR N E L KRR
2 i SR O P I A
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5.1 Z0AE E AR & B 3B Cde2A #1 Cde2B

Liu 5% 3055 455 2 1 F0 22 02200k BT A
W], 7K 4% 8k ) i HA WA~ CDC2 TR PR 3 T ——
CDC2A F1 CDC2B, I HLAE 2550 B 40 Hh X 5 2k e )
T B A 9k 0 TR R Bz S 00 B LA RS CDC2
[RIRSE D o W8 A B CDC2A AN CDC2B HE N 1Y
FLRR SR YR RE S R AR K FR U R B R SR A
EHIEH), £ CDC2A F1 CDC2B Y% 5 1T RA Mk
TR IR AR AR b 20 SR 0 ) 4R LA AR T g
TR N, CDC2AFE I T RB I H12
ek KA TR & 7 i, i L D A0 e o S BUis I
PRLEIO 1 AR L) AT A B o R v - T
BRFEFHAEHEG. 2R LU
Cdc2A-GFPYE B R 22 . F AT FZ Y i 22 vh
B T AIMAZ v, B0 55 0 & L Mk
B TR 00 A0 A PN R i, (H7E 1A A0 i
H ARG IR 2 Cde2B-GFP Y 2¢ 615 5 . W]
Cdc2A Fil Cde2B FETE L RE 4 AL, T Cde2A JEAHY)
{2 Y A PEAE FE o B P R I RERY CDK, 48
1M & R 43 FHLT M A TE 2 . X gE ik
TIEBH N 3t A1 C i X3R4 /2 Cde2 A FEAE PR Y ad 72
W R I REIT LT 0 e P A s AR N
Uiy X Suf EL A O E AR D3 A N i DX el e
T Cde2A B 4 A% E 7

FEBRTP BEEE o Cde28 A0S AT 2 5 40
JEEE (454, 1 H 7 2 CDK BTG 4 Cak 1 X 3
T-loop H R SF 1Y 5 & R 5% FEHEATBE IR AL, FEAR
BRI, FgCak1 AT LA 43 5] 5 Cde2A Fl Cde2B
HAE. 5 ede2A Ml ede2B 7BARANR] , Fgeakl 572
RSB AE 8 F7 A R RTC R AR By T 26 0 H 7™ Bl
b, HLAE 20 1 R P A B 1 B T M B Y
BFE™S R, AfE B FgCakl A RE R BF 2 5 T
Cdc2A Fll Cde2B J B A0 o Jiang S50 R IR
A9k J1 Y Cde2A Fll Cde2B 77 7E B AE & 2 , #ED
T RBAEE SRR 22 Y R R AR IR SRR R
HEIIRE .
5.2 4R EHEA MR 1% & B # B FgSsn3

FE TP P R b A M R AR R T AR 1
Ssn3 ZAM AL A W) (mediator complex) HHE— [
PG 53, AR 6 0 40 501 5 5 R R S 1) B
SERFHIRNA BA I HAE, S5 & RMEE
38, A TR 1% BF h Sen3 T8 1 W R 1k RNA B8
ATt 1B C o 235 4 385 08 458 PR SR, Cao S5

FE R AT 4l 0 T R S T RS P EE Ssn3 A (] U
5 M FeSsn3. FgSSN3 & [A 1) 2k 1 1l AR 434k ]
WE B R A oM CA M) A2 58 . DON & LRI L
I 0 A5 5 T A ™ I BB o TR R AR A A R R
FgSsn3 W] DL 5 C U 48 ffg J& 1 2 11 Cid1 B4R, H
cidl RARF B 5 Fgssn3 58 28 K M LY 2
RIS S5 AN HE Fgssn3 28 728 (K h 43 A £ 7 A
TE WA & KL R HTF1 A PCST ) 335 K SF i % F
Pl , 1 —4E DON A5 W AH G FHE K TRI4 . TRIS \TRI6
TRIIOFN TRITI W i 2% T RY, R\HENEE A
Yy FeSsn3 5 Cidl B AEJE iU CDK-cyclin & 45
IR T 2AREMERE, NS5 T RS
J1 T R E g R AR KR W R Y A

6 RNA BT#EiHXxE Qs

LRI AEY P, ATR mRNA i 244 8
TR N ] BT A, L5 A O B B A N
EBRIFHG A T, A AR AE S B mRNA
B 92 /K i 5 Ff snRNA (UL, U2, U4, U5 Fll U6
snRNA) Fl 100 2/~ 8 4 [F/] 20 B i) — A B2 2
Z: H 2 & AR 2 AR, B B2 R 2 A A ik
mRNA [ M Sk FFUR 412 1%, B 56 UL FI U2 snRNP
P45 G EHTA mRNA P& F 19 5 55 4547 1,
WA G, A E A RS 5 U4/U6-US
snRNP IR T i C ARG R BE &Y. bl
J& U1 F1U2 snRNP MiZ A 4R T i 55, BL s a4
mRNA 5 U2, U5 Fl U6 snRNAs 2 6] & il & 24 1Y
RNA-RNA BAEM L, BE A RA 2L HA RNA 5§
st . BAT T6 MR A9 RNA B 32 4 38 a3 1
G G K2 PR mRNA F AN & T U0 ER , ] s
U2.U5 F1U6 snRNP 23 A mRNA L fif 55, 5
R —5 19 RNA 87553 72
6.1 FgPrp4 & Hi¥fEE

Prp4(pre—RNA processing 4) B R
X HTAR mRNA 5942 B A 0 & s . 7E
B TR, Prpd W] LA IR L 35 4 T SR H
HE TR 0 HE PR mRNA (985 32250, 78 SR ERT
g £, Prpd 5 U4/U6-U5 = I 4K 1 4 Prp6.
Prp31.Brr2 Fl Prp8 & [ H./E™ , i £ B R 1k Prp31
H1 Prp6 A 2 G 1 B 1 21246 5 306

Gao SF 2 IB 7E R A8t ) TR FePrp4 85 1L
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it U2 T AT /R mRNA P BT H2R0% 123k X Y ek
B S G5 NS € WA B | 2 S e R e | ES €]
FIET B E B . Faprpd 28 AR KA
%18, 1 U4/U6-US =Bk FgPRP6 . FgPRP31 .
FgBRR2 Fll FgPRP8 3£ K 11 [ & 5875 REAS 3 70 Pk
5 Fprpd 8 R AR BREES, Bt 3k
] FgPrp31 (1% C 3 A1 N siiid ik 5 A 7 A= 40, i
FgPRP31 Y & 2875 5 FgPrp4 % FgPrp31 BB
PRAB VT 24 8 ik B 3 ol 1 00 046 FH, - Sun® R Li™”
s & Fgprp4 RAMK) A K RAB WS kA
1E U4/U6-US = BXAK 41 5> FgSNU66 Fll FgSAD1 3
B F . FgSnu66 £ 11 C o X 8 2 5 1 H [n] U4/
U6-U5 =HRAAR 52 4> FgHub1 1 FgPrp8 i H.AE
HET PR T B R BSOS, I FgSADI HEH 11
% 5, 2878 ] B4 58 U4/U6-US = AAR (0 Fa e v DA
K FgSadl 5 U2 SnRNP 454, Wi {2 2 59 42 14
(4 20 5 R T, FePrpd 7] AE 3 o B @2 1k U4/
U6-US =I5 AR i il A 4L 43, oA 81428 BT 122 R A 1%
PEo AN, A HFE BN FePrpd 25 7 %572
TSR FgSrpl HyTE 5,
6.2 Srkl1EBHE

SR 2 2 B AR — R A B 4 5 7
R T By AR A 4 2 RN B 40 a5 A e A
SREMHIAZS S T mRNA ANz K H BHIE L
JC XA mRNA FEfRSF R A2, SRAEH YY)
AE AN 40 B 72 A 52 %1 SR 2 M 4% 5 I (SR
protein-specific kinases, SRPKs) I i #£°", SRPKs
B — AR 0 W45 R 358, P02 S 235 4 3k
B — AR SF 14 [ B 5 51 0 LG 5 43, Wang
SEOVE B SR AR 1 RE S O Srk 1R OR A i ) B
FARK A AT RAE YR Y T AT 0, O HLR s
T AR ] AR B R K-, AR 2R K
ab AR, Sek LIS T AZEAZ B[R] 248, 3X — 2 FE m]
RESZ 21 40 At AL 00 00 R o Sk 1 AR R % [ R e 41
257 Skl AWM, IR T 5 16k 23
S Skl HARAR B R A b iz T R
1R A Al AR I BT B R & B, Sk 1 AT L5 24~
SR S HAE R — 2 IE T Skl 5 SR H
FgNpl3 Fll FgSrpl (Y EAE G 5, F W] Srk1 A G ik
WML SR 25 118 845 mRNA 1 57 422 15 IR ) 2
ko MBA, Srkl B IR S AR R AL AL L (H
SRR RE M AT A

7 HttER#MEE

7.1 BHEENESFREEAQHE Pukl

Puk1 (perithecium unique kinase) & — > 7E K
A5l T TR A PR AR BT R v B B BORE R R A RN
DIRe R G . Wang S5 SETER Ak T T
B F)ZFE D (FGSG_01058 ) , Hore iy i £ Fn 4
B IR vh 28 T TR PR PR A 220K TR v R
5T o Lin % 3, PUKT B R AE R4S 58 71 #
AHEEEMCE A S8 DS iRk,
M AT FE SRR L RiE . PUKIHER
YR RA T BOR A 5 ) AR A PR AR 7R S 1 3
WA T WY ELN e A 1) R BB | TS 5 W 7
FRAER TR ALY (R e S A

R S 7R % 5E Puk ] BAESE A R,
B AN b A& I PUKT 56 PR B9 4% 41 g A'™ FL A 7R
mRNA HAE Sk GMVRT G, i M7 L B P R B
T A>T RNA g R4, i —0F 58 oK, XX W
ASRNA A 5 T PUKT 85045 #6355, r A 5 4
RIS UAM GUA™G |, HAEA MRl
J&5 18 90% 1Y) PUKI %% s A rh 4 45 . A—1 RNA
i Je 2 B PUKT 3L AT DLSE R 2 puk 1 5378
Py BB L 1 AR g X0 PUKT WA B,
F W] A—T RNA 4B A50h — Pl 2 00 3RO 35t A% 2
BLAR , ZEAR A Hi 00 TR A 1 A B R 4% T Puk
AR ThEE . bR PUKI JE R A1, FGSG_04770
FFGSG_05406 /2 By BERF 5 M 2 e, — 3
53 50 A AE ) 4R G T o3 A A6 T8 B 1 % #5 1h
RE™ (EAE FHPLTR M AN TEAE
7.2 Kinl & Hi#¥Es

Kinl 6] J5 & F1 & T 38 % R0 el 4% 2 1 Dt
(microtubule affinity-regulating protein kinases
MARKs) Z %, Z M B R 25 T 4 A6 20 i
S A0 AT S oA AR S AL AR AR R
e BE B A P A~ MARK 5E X KINT FKIN2 , —35 4
T By 2 1 3K o W R A Sec9 81 95 28 Y0 4 By A1
AW, AR Kinl 25 TS
B RURE A T 3 4 R 200 i 5 S 2T T
FE BT R BRER B Kinl J&— > EL B 0 3 ) R,
Luo 55 “E AR J1 18 %22 1 FeKinl JFiE4T T
RABESE X TEAEY) I W 8 5k Fg-
kind WK 58 AR RAE S0 71 Tk CA ) AR5 DL R
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iR 07 25 A5 Ty T S A AR T FE R, 3 A FgKINT 3
PRI AR B3k 2R 6 0728 T B AW 2 T Tub 1 B4 IV 200 it o
o FeKinl 2207 T 434 68 1 F1 B 22 1 B AL Ak
RN S FeKinl BB ME TGS, 1AL, 1%
WFE 0 & I FeKinl ££ A7 M A8 5 i 7 v i) T g
ARG T B 1
7.3 HEIR A BRI Fgk3

B I il B % 3 (glycogen synthase kinase,
GSK3) J& — P R 1) B 11, LA PRSI R
GiK) L IEEZAEY TN ST 25 SR %
WG S A TR R E S IR R
IR, ST o T AR DA o it O o) A D T
Pk MR £ B SCHR IR TE Gsk3 T LA R Tk 45 44
FEH 55 R SRR T4 2R A, JE 1
A ST, FEE Rk S B T 4
A~ Gsk3 (1 [A] U5 & 1 (Mckl, Rim11, Mrkl F1
Ygk3) , Hor Mck 1 ANMHZ: 5 7 ik 1 24 7% s R+
Msn2 (3 , 2S5 T 240 5 A i 4%

Qin SFHE AR AT i ) 1A H 4 F) 1) Gsk3
f) [) 95 2 11 Fgk3, & B FGK3 KE M () Bl 2k £ [ 34
i R AE K B8 A T N REIE BT 4
72 .DON 5 U U J1 12 2 S R AVBIG o fak3 58
AR rpoRE R RN, 22 B Fek3 X HE LA R 1Y
W EAE I RIE R . BRAh % 9T A K B FGK3
f 5% S K FEAR IR H,0, 1 SDS ki 25 7F F B2
A M FGK3 B DN Y ik 2k 25 3 5L FgGRE2  FgG-
PDI FgCTTI Fl FgMSN2 % 55 R JC 1 % ¥ L #4 R
AR TR0 AR AT IR, Fgk3 AT A 38 1 045
SR AR Wn NS 5 T RS HRITR AR K R
H DON B2 A MUY 12 Y St
7.4 WERNER R S B EE FgPdk1

AT T 3 2 M T i 118) e 2 72, HL 3 3 D9 R 7R
At ZU B (pyruvate dehydrogenase , PDH ) 19 i 2 1E H
Az B R B BTG PR T IR A DR R
P4 (pyruvate dehydrogenase kinase , PDK) J&:—
T SORL AR 38 e R R A 1 T 2 5 1 0
PDH {6 , 98/0 2 EAH I A 19 A B, [R) B 52 i) 2
AP AT R, 2016 4F , Gao 57 E R A4 T]
P % 2] 1> PDK JE N FgPDKI, & 311 3 [
() B 2K 20 PDH 3G P3G o AR KGR 48 N RE T AR
Oy AT TS  DON A i R LA K B0 113
KA WA ST IR K B Fapdk 1 2878 RS 5
P 8 0 40 B e 1 R e e, LA i e o R

T P A AR R A i S R Py 455
8 RE¥

TRAT G ] DA B 1 IR 04 BIF 5 R X R A
WA, R Z2 B 58 46 7 PKA \MAPKs . Cdc2A/
B . FgTor Fll FgPrpd %5 /B8 FI ¥R Lo 125>
1E, BRI N B1 O 4 AR A8 8k 0 T v % 2 1K
AR I SE R (2 22 0 R A58 B A X i o
ZEARIRFEAR A B A b, TR = A AL I
AFRGE o A TR AR T3 1 BT PR R 4 AL
TR AR S 8 AR e ] DA R i il 5 FL Al A
AR EAE R RAFSE o BAh  FER AT B
HIAR A7 AE 20 A T0TE B a5 1) 2 11t i P, ok
A LA FH S DROTBR | 45 1 25 TR s i L % 2 PR A
ARSI B LA Y2 T Re . TN IR R
PO AL R R A B2 =, DA IE ] 35t A% 2 ) B
Z98 /N2 AR R PUR R R FE M mEE E
KRS 1 2 15 5 10 JE TR AR —Fi
LRI B R SR I 30 e 1) T SR DA 1Y) K
LR AR Y PO T, N A2 R B B B A
HET R IG EL . ARAE BE A DRI R BIR A R
TR AR B AR K R B R YR L A AR
(1) Ty BE AVE FH AL R B F — 204 7R o 5L Ak
b FRAT AT PR R AT R A K R E AU i
T ELAT SCHEE 9 2R 1 U3 o e e A S R, R
Gateway $2 A I JE A 9 4 57 DX B v B 31 HIGS 2%
TR o PIE S AT PR AT G S PR B K A A 4
1) HIGS AR T A B/ INZ v kI B il 4 A b /22
TRALIR G SE M RL . A, 330 S SC B Y 2 9
fit 35 PR R R AR S e 3 #E AR FH T & R TR L 1Y)
W% o

& % X W
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