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2 BRERILEL(PLs) 2 B8 BEALES (PtdIns) . . = BRERAL = Moy B Ak, BEISEEC (PLC)/KAFAENS BLILES-4,5- — B B4 [Pt-
dIns(4,5)P,] /= £ — Bt H b (DAG) A= ILEE = BEEL (InsP;), sLIAE1E & 6932 F 6 5 | 2 & G BEC (PKC)AnInsP, Ak (4518 i
EA). WBRETREZNSMmIe T LI, BB AT AL, H P IEA K IPKCERInsP, AR, {24 H ik 4% 69 BB L
BAZ Sy fiRtd, 5 RE, HMMWPIAF & 5 64 2 B8 BLALEE-4-55 B2 (PtdIns4P), 3 % 7T ik PtdIns(4,5)P,491001%; #
DAGHEBRAL 7= 4 55 16 B2 (PA) Fo InsP, B BAAL 7 4 ILEZ < B B2 (InsP )L ARIE A R A M F & 20912 5 40 F ., ARt i g).
AiA) f0 L PIARPLCAS 5 1842 69 £ 5, 4238 7 A4 4m o, ¥ PIA=PLCI& 42 69 1k A4+ AE ) Faifl dE ALEE.,

SRR BERRILES; AEASEEC; 12 5455

Signal Transduction by Phosphoinositides and Phospholipase C in Plant Cells
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Abstract: Phosphoinositides (PIs) are mono-, bis-, or tris-phosphorylated derivatives of phosphatidylinositol
(PtdIns). Phosphatidylinositol 4,5-bisphosphate [PtdIns(4,5)P,] can be hydrolyzed by phospholipase C (PLC) to
produce diacylglycerol (DAG) and inositol trisphosphates (InsP;). In animal cells, DAG and InsP, are important
second messengers that activate protein kinase C (PKC) and InsP, receptor (Ca’" channel), respectively. How-
ever, neither PKC nor InsP; receptor has been found in plant cells. Instead, there are unique phosphoinositide
signaling pathways in plant cells. In plants, PtdIns4P is the most abundant PI, and the ratio of phosphatidyli-
nositol 4-phosphate (PtdIns4P) to PtdIns(4,5)P, is as high as 100 to 1. The phosphorylated products of DAG
and InsP;, phosphatidic acid (PA) and inositol hexakisphosphate (InsP;), respectively, are as signaling mole-
cules in plants. This paper compared the PI and PLC signalings between plant and animal cells, and summa-
rized the unique mechanism of PI and PLC pathways in plant cells.
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I B2 400 L 5 A/ SR 5 VA S 1 o e, 9 T
VB DN 4 i JE 1) B L2 R 4, AEAH I S A0 SR
EEfRig iR E HEEH . BRI (phospho-
inositides, PIs) & 5 ¥t /LI (phosphatidylinositol,
PtdIns) 5. X =BERRAL =W S FR . FES).
HEYAM T, O RBIPIsThREEHE: 4ERrgniugh
F . PEHBR SN TR BERRRE TR IR o (5
g JREE 148 i %535 (trafficking), DL %5 T
B IE A S Y00S5 %% (Balla 2013). PIs/K T Hfik
JiE Pt A R A% ] o[RS, PISYE MG BEC (phos-
pholipase C, PLC)f{I1E ] 7K fift i — 1k H i (diacyl-
glycerol, DAG) L =2 (inositol trisphosphates,
InsP;). DAGYTEHEE1I1E T %% A8 A % R IR (phos-
phatatic acid, PA), PACHIEY] NE . M40+
MELZNEES 7T EEYANT, InsP,H1EH

W AR I, B A UESE R, R A ™ M LS T
T % (inositol pentakisphosphate, InsP)Fll LT /S fik
Fi% (inositol hexaphosphate, InsP,)fEM Y & (S 5 4%
ST REE EEAER . A SCE SRR T PIsHIEE AR
AL 57 M AUPLC (PI-PLC)/EAB M40 M b i 1
S LB
1 BEEAEE R EIE S IhRE

3t I P LT b 9ot - R L e o B 7R — T
SRR, IR EAAT SN2 4L, HoriD3 . DAFIDSALI)
F2 L AT DUAAH N W R TR B R AL . H AT R
CL 22 R LI PIs AT B8l i 1k UL IBE- 3- 1% R (phosphatidy -
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linositol 3-phosphate, PtdIns3P). i JE ML -4-f
I (phosphatidylinositol 4-phosphate, PtdIns4P). ff
He Tk L% - 5- 1 12 (phosphatidylinositol 4-phosphate,
PtdIns5P). i AR BEALEE-3,5- —f# B2 [phosphatidyli-
nositol 3,5-bisphosphte, PtdIns(3,5)P,], DA A fik i ik
HILEE-4,5- — % [phosphatidylinositol 4,5-bisphos-
phte, PtdIns(4,5)P,]. i % & It L A% -3,4- — R
[phosphatidylinositol 3,4-bisphosphte, PtdIns(3,4)P,]
N HE EE ILEE -3,4,5- = 1 12 [phosphatidylinositol
3,4,5-trisphosphate, PtdIns(3,4,5)P;] & {57 1E T4
Y A 4 (Heilmann Al Heilmann 2015). AR 45
T IPTs % 4H 73 76 40 i v 1) 5 & J HL T g = 224
A FEE N PtdIns3P. PtdIns4PAIPtdIns(4,5)P, fi
TEAH ) 3R
1.1 PtdIns3P

FEFTAH BAZ AR, 1 IR0 ULRE 528 1% (phos-
phatidylinositol monophosphate, PtdInsP) - /5 41 fifd
A BRI R — /N2y, — AN 1% (Munnik 5
1998). 7EAEYH, PtdIns3PZ) 5 4 PtdInsP110%.
5 7E R BERN S P At i 7 FH 2R AL, PtdIns3PAEAE
Vb ) EE D Re 2N T M A g (Stenmark
FGillooly 2001; VermeerZ$2006), PtdIns3P & Hifis
e Tk LIS 3- 3 # (phosphatidylinositol 3-kinase, PI3K)
TEACTE B o T 56 4 R B 400 e 7 PI3K G AL 5 [
2 SHAEMRIET:, Lee®:(2008)i 1L 7F L pg I+ 3L
BRILZNFYVER IR F BOR W 7T PtdIns 3P L)
At FYVES R Fr BL e 8 e 7 th 45 & 40 i A 1
PtdIns3P, MM BHAS IR HE 52 1 5 PtdIns 3P 45
o MERIKFYVERIERR v BO 4, &
SRTZAEPI3K, REWS 1L 4 PtdIns3P, {HPtdIns3P4
BALEHIIREFY VERIE R Fr BLas &, Aok
RIFIEF R ABEERN. ARG R K, 8RS
FYVE J7 B4 R 57 4w 1) E AR AR B A K 32 3
O, AR BB E R A Z R, X 55HPI3K
FIH) FILY 294002 4b B A= R4 e I+ 40 1) R A —
. FMHAFFERHFYVE R BB, Kale%5(2010)
KRB, OF A T BUR & A A FRXLREE P
(motif) B 8 45 & A5 A 40 L (1 PtdIns3P, JFi
E MR FRAE N7 4 N, IR AL B R AT
AT DL I AR B PtdIns 3P 2 & LAYk /b 20 £
kN0, AT S BURE . 534h, Ptdins3P

A S A S NADPHAEALES, BE 2R A K
Jr b 75 B, WAERE AT AR R ke ) -4y FE A
FH(LeeZ52008; Leshem%52007). [Xitt, PI3KAEFEY)
AP B A XTI S IR .
1.2 PtdIns4P#1PtdIns(4,5)P,

TEYAN i 5 i i = & (1 PIs & PtdInsdP, £ 15
K PtdInsPI¥I80%. JLitEAESNIANMIH, b 2 7EAH
Yyam i, PtdIns4Pil 4% AME 2 & i PtdIns (4,5)
PRI . H ST X B 40 M It 7 < B, PtdIns4P
A ST B A A F, i 5 PH 253 1 (Hammond
262012) 5 HPLCe )i )(ZhangZ2013).

VermeerZ5(2009)4F 78 & B, &4 7 i) PtdIns4P
2 B AT AL TR R AR b B AR UL -4-
P (phosphatidylinositol 4-kinase, PI4K)A] D) Pt-
dInsff 2t JyPtdIns4P . 4LLFG T HE D6 20 G 127 G
TS PI4K Y FE N, [FI FiBR AtPI4KB1FIAtPI4KB2FE
IRl 2 B SR AR B 1A M A2 K (Preuss%5:2006) . Thole
S5(2008)tH K W, #ULFE 7+ R AL A& rhd4-1 (root hair-de-
fective) (AR B A K K & R [ 2 B T 4 i PIAK [ K&
DR R A2 57 31 o 70 B A2 A AR (AR B 4l i
PtdIns4P == B4 A5 75 10 ity (I 4 M5 L 11 7Erhd4-1
R E P PtdInsdP KB REWIE RS . H
AT W, — 52 HIPtdIns4P &5 & & H IE#f /3 Ai iA E
(€ [l (B ) AR K2 43 0 2 (1) (Thole%5:2008)

IXFhPtdInsPiE & € mU50 AT EEE, LK
PUAEHON ERAEKAIE R B iHE o T 249
JH AL RS PRI REL 0 AR T 5, 200 I RO 0 e RN A K et
WA AR A K B CHE B AR X
WA 324k #eia B SR ARX RR A A o B,
Tejos%5(2014) 1A 7 & P, PtdIns4P. PtdIns(4,5)P,
LA LA AL PtdIns4P 2| PtdIns(4,5)P, & s i i Bt UL
it -4- 1 153 - 5 -1 i (phosphatidylinositol 4-phosphate
5-kinase, PI4P-5K) PIP5K 1 FIPIP5SK27E 48 R FF HE 4
M AR A . BB, IR ERA K
19 5h 28 77 17], PtdIns4P. PtdIns(4,5)P,PL }%
PIPSK1AIPIPSK2 = 243 A £ 24 Jifd 4 Tod v 11 25 8 1)
RN b, A AN 4 R S AT R D . fEpip Sk
pipSk2AUFRAZ R | ASHPtdIns4PA1PtdIns(4,5)P, (¥
B A 43 ATV %, W5| Wi £, 1% (indole-3-acetic acid, IAA)
5 18 B [ PINTEAR AR A R B 14 23 A 52 2148,
TR B TA AR 8 5, SEAhTE R B R
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TFAE IR A KR B M (Mei®$2012; Tejos%
2014). Kk, PIsIIRR P 4> 7 vl BE & PINSE 1) e £
B AT P R il o

Ik, PtdIns(4,5)P, MEZ 5HEWAEK L E L
T, MR TSR L. BiEE . 3R B
FAEWEL N, YA K PtdIns(4,5)P, /K12 2%
(7] | TH(Darwish2£2009), PI4P-5K [ f¢ 3 55 1 1t
1 R 5 (Ischebeck22013) . {HJ2, PtdIns(4,5)P,
WhnJa, fEH R I B AR A B D RE i ANTE 2
2 PI-PLC

PLCAHRHE HAE R A [F W] LLor e, —
FAPI-PLC, L—VEHI/K f#PtdIns(4,5)P, 54 PtdIns4P,
FEAEDAGHNInsP, [ELEE — 2 (inositol bisphos-
phates, InsP,)]; 73 —J N 3E4: 74 JPLC (nonspecific
phospholipase C, NPC), X i Wi B 5 A e 14, 7K
fifi K7 168 1 T A 19k 115 56 I B8 (phosphatidylcholine,
PC)4: i DAG I 2 A Bl (phosphocholine) .

EENA M, PI-PLCHI— AN K IR =4 ——
DAG (H{EFME bYW E Nz — 2 E A MEC
(protein kinase C, PKC), J5#& il BRI T A
(BLFGEE. PR, Fiafk. die-E 224 50 ) ok A5
EATHEM . PI-PLCIY 5 — N K = —— K
PE B InsPo RS TRCR BT 1, 456 A Joa 9 i L 1 32
fR(Ca™ H3H), {EfE 17 ) Ca’ B (Dowd M Gilroy
2010). 7EREYH, MAKIMPKCH[FEEEH, ik
A % 5E N InsPy 32 44

{£ NPI-PLCI]JEEY), PtdIns4PF1PtdIns(4,5)P,
& EAES) . YA ZRR K. fE3h4H i
1, PtdIns4P 5 PtdIns(4,5)P, /1 EU B 42 1:2; 7E k440
b, EAT BB A2 10:1~100:1 (BossH1Im 2012).
k2 i, Y4 I PIs LA PtdIns(4,5)P, N =,
T FE 4 4 B (R PTs U] A PtdIns4P 5 8 54 5. iy
Uk, AEYAE DS SN, A 40 i PI-PLC IR )
1] & 2 PtdIns4P (BossF1Im 2012; Heilmann#lIHeil-
mann 2015), {2 H 57 WARKAG BHEE . Lok, il
()53 AR R YET &, S PI-PLC
fAAEIR R ZE 5, TR Y PI-PLCHI 454 . T
R S RS 5 TR ATL A5 DAV A ) 3
2.1 PI-PLCHIZEM S (L4FE

EEZAEY) T, PI-PLCs7) NP v+ 8+ & nfll
C 6P A . Wty L Bh ) 40 M v B A i S AU PT-

PLC, =% fHpleckstrin homolog (PH, F&PLCLHMN 4
¥ EFFAY(EF-hand) 4 #4)8 (5: N EF F- R 45 1)
I B A AN TRILEK), (HPLCCR A2 X-YAEfL
X FI1C245 #4318, 41 % (Wang 2004; FukamiZs2008;
Suh%:2008). PHZEF I8 5A Bgh t:, (E 0] DL it
SR =RAGEANMARBIZ A2 5 i
(Wing252003), #BIPI-PLCZ; & RSy, e T
JilsE b PLCCRAPHE M3, &l it X-Y {1k X
v 8] (3% 4 17 #1) X Y-linker 55 PtdIns(4,5)P, 45 & (No-
mikosZ52007), EFF-AILEKFT45 4 Ca*'; C245H1)
BRI ThRE RS AR, Hid R #ICa™, X R RF
A X3 A 4 B 1 FH (Rhee 2001; Suh%52008) .

TP R AFAE— R R FIPI-PLC, HHFH/bPH
(X 38, 56T s I PLCCIE A ((TasmaZ2008) .
X 40U EE T+ AtPLC2 [FJEF T 204 45 #4) 35 330 47 485 7 ik 2
SEIG R I, EFF 2 85 My xR FEPI-PLC (135 1 /2 A
AT EGBR G, T AT I APLC2 AR EA T ik, 21

NS AE UL ) 455 (Otterhag%5:2011) . X1,

Dowd%5 (2006 )38 i AHALL (1) 77 VA FE At BHE A,
RINGR R EF -1 25 1) 45 J5 PLCAR SR W 1%, oK
FEAS AL I A R ) o # 75 ZEEF T2 45 My 3ok (R 35
PLCIEME, XPTRES MM RA —EM KR 7H
W7t R I, EFFRIRIC245 /3 e 45 4 Ca™ (Hell-
ing%%2006). fEAEH) & HEIAPI-PLC, A AAEF 1Y
MIC245 ¥y 18 [R] it AEAE I, PI-PLC A BE & £ 3 i I,
it /D AR AT AR — N AN B IR R L

XA APLCAHR A S P (1 2 R B, K2 HPLC
)3 PE B & pHIE Bl E 6~7 2 [, FE 7R B — IR
Ca’ % 5 (Munnik:1998). H i = 6 PLC
W R R LRI TR . ESid i, PI-
PLC [ 52 G H 4% (Munnik fll Testerink 2009).
TE B A 8 AR LRSI, IS INGER B e
FURT ARG INPLCYEYE, 18 NG & 1 M5 550 a7
PABFARPLCIE 1, IX 5 /RPI-PLCIE MG [ 2 I8
A SRS 2 (PanZE2005), {H 4 Ek = B .
FAb, UG B TR Y, Y] BE AR
A PLCIF G2 (Munnik Al Testerink 2009).
2.2 PI-PLCHT SHESHS

H AT, *HEYPI-PLCHY A B3 it ik 1 2 B
Ao FPLCHIHIFIU-731224b BB I, & 1
(Abscisic acid, ABA)5 5 1 Fh PR IR AT FL G ]
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SRR, X % B PI-PLCIR 12 A it 2 5 ABA %
(R 3% 24 A B3 F (Sanchez flIChua 2001; Hunt%%
2003). TEAMAEMMAEEY S (BFEE. F
Lo, ES)ZMT, PI-PLCERMRIEY
2252 3% 3 (Kim25£2004; VergnolleZ$2005; Zheng
2012). {EMARGIFIERI A A, 4% e F|9NPI-PLC
3 Kl (Mueller-RoeberfllPical 2002), i idf b4 54 Fil
Jiip 3 Kb B R S i 94N PI-PLCHE A iy e ik B R B, 3L
hG 4N Z A A S, 3N ZABAE S, 4154
FHAH W, 641 LU T R 5 2 (Tasma sy
2008). RS TFPLCOHE PRl 5 1) 5 A8 R R AR AT #4
FRURR, 17 Ik Rk PLC O % 5 DR R ok B B A 28 i
#(Zheng®2012), FfBUHh, 1 FRIEZmPLCIT] LUHE
K BT R B8 7 (Wang252008) . 76 B 78 K I,
FHPLCs (SIPLC4)Z 5319 [ . (Vossen4s
2010). [K i, PI-PLCTH] G 7EAE )M 3% 55 i
BAT ZHATRE.

N T RN FEPI-PLCHIE FHLEE, Dowd%s
(2006) )\ 7= 2F- 1t (Petunia inflata)F vl | FBAELE
# & TP 2K FIPI-PLCHE K (PetPLCI)[fJcDNA . Ath
TIRIHE R B R sh 7, fEfem it RiE 7%
HIKfBIEVEIPetPLC1 (PetPLC1-H126A), 34+
HiuBEL BT P YR PetPLC1 i AR Ui HIAS 5 4% 5, Hi]
T WVEPetPLCLIIE . F % 0532, AT &
PetPLC1-HI126AFH W 7 1643 & P I Ca® 66 15 43 A
Mg 22 i I HES, S8Aekh B A K2 Tk
fEZ K, I B HE N PetPLC 1 ] LB L 4 #Ca® 5 5
FGH B L R HEAR SR 408 B K . Helling
Z5(2006) MR S T — AN R AEAE R B R R
K IMPLCEE K (NtPLC3), 3% {075 & [ (yellow fluo-
rescent protein, YFP)bric i 7~, NtPLC3 F: B3 A 7F
TEH 5 TR R R 0, PtdIns(4,5)P,7E Mfr B 194 A
B WG RE T BEENtPLC3 /K Ml o 7K A 11
DAG#; % 12 B 16k 3 Ty, 75 AL AR R T8¢
% [()PtdIns(4,5)P, (& A #NtPLC3 /K fif) . X Fh
DAGAHIPtdIns(4,5)P, 4 11 #7152 F0 Ry B Ml M A K
BT b 75 1), B0 11 THI 42 2 ¥ PtdIns4 P RAEAR F
2 T3 g e LRI AR A T 06 5 1 (Thole55:2008)
2.2.1 PLCIE5: /k#IDAGIE ZPA

PLC/K fi# 77 4 (1D A G4 9l 35 flf R 1k B
PA. 1ENH#HEZ —, RuellandZ5(2002) PO, Fx

10400 B 7T R A B R, G R S A A
B OKE. A i R R E R SR, R
R0 C)4bH 5, PAFIInsP, & & FJF, 1fiPtdIn-
sPFIPtdIns(4,5)P, ¥ & %, HEMPLCH BE. H
DAG##(DAG kinase, DGK, f#{LDAGEIPA & )
I FIRS902240 B, T 48 1 & 7 40 il HHPA 15
KRN, X Ui PLC-DGKI& 42 5Tk 1 ¥4 4b 3
FHRIPARIE R KM EUUITIE, (AL ZBEW
18 B0 R AR S AR R I T @ PLC-DGKI&
1R EPAI I S (de Jong®52004). A, Munnik
AN, LB TEPA = A4 Fh B A I 3 14 (Munnik A1
Testerink 2009). {H7&, HellingZ5(2006) 4 FIPA ¢
FeIRER, M 7 ik FIENPLC3 ALK PAZK T
RN, R EDAGHE &N, (HPAKF-FF#%
£ A8 . Munnik fll Testerink (2009)tH & BL1E 4L
FFHAHETADGK Y i HE K, RIEE S NHL, HF
ST, HE, R R I I R R R AR
WA AR RE L. K, PLC-DGKA 3 HIPAfE
IR T AL NG AR A 55 T THI ) SR
Bk

PA R = A8 A 51 4b— %k &4, RIWE IR B D
(PLD)/Kfift -5 i B4 2EPA . U T 1214
TS PLD LR, IX O K] () 2 AR 2 2, T
Ty ABAZERIE AL T A (Zhang%52014),
HATPAC L 2 A h N EEE 507, K
T AEEOENE. EOlRE. HRET.
WSS A R A 2L T R 1 45(Zhang®52014) .
2.2.2 PLC{E5: InsP,) £ 2InsP;, InsP,

InsP,fE NPLCERAE ) 3 — N4, £ HAE S
WA AL EENME . BRESEE
Vb 25 R K I InsP, 324K, 787K A 5 b 4]
LR B InsP 32 4K, %5l AT RE & & S AR A2 HE AL T
2 Z 2% 1 InsP, 52 A& (Munnik fll Testerink 2009).
A InsP Rl H 4T XS 55 5H S
We? InsPyr] DL 5 B2 10 B% 9 UL DU % B2 (inositol
tetrakisphosphate, InsP,). InsP,flInsP,%% . Lemtiri-
Chlieh%5(2000)F 72 £ B, 54 2 (Solanum tubero-
sum L.)Or A0 HE H A7 7E LEE — 15 (inositol mono-
phosphate, InsP). InsP,. InsP,. InsP,. InsPf!l
InsP,, Hrb i =& & &k, HAh4F & ERAC.
{HABAXLEES minf5, XA InsPy & BB (MR AA
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A JE InsP, AllnsP, & 2 11— ), HAthInsPs A B i
AL, BT (caged) InsPe 5N B & 5 4R P41 i
H, 1 s S 9REhric Ca™ BT Bl E, JF4E
FrKZ5 so Ca® HRIEE A N (I Ca” i, Lo,
WA AN B B Ca™ I EJ 2 —. Ca™
o2 ) R T 200 e o R P T K TE, X B A 2
InsP /- FABA T TS FL S L EE 2 —(Lemtiri-
Chlieh%$2003). fEIAAZS A& F(TIRD) L, AT
— N InsP 45 & 48, (H 2 M ANTE # InsP 45 &
TIR1 2% S5IAAE SR FH K. BN, 2/ HET N
1E, InsPo R RIE %A 4R (Tang%52007) . 75 24
H )2, InsPoRKEAAAE THEYFT 9, VR 9B
T ()it A7 T 2, DA A7 1 A I o6 Bl AL I ) 75
K (LeeZ2015), [, InsP ()4 BRI RE & £ THI 1],
S HAZERR B 2R A4 R AL A ok

SR EY) TR TR, InsPs ] e 2 5 5EH
TR R 2R SRR . F-E 8 ECOIl (coro-
natine insensitive 1)/& K FFR(JA-Ile)Z1&, & &
— /NG54 InsP 1 45 ¥ 38,(Sheard%52010) . InsP Al
InsP 55 H 2 W IR VL EZ i (inositol polyphosphate
kinases, IPKs){{EL T K . % T InsPflInsP 5 5 2%

. Y4 L
N

PtdIns(4,5)P, —@—) DAG

Ins(1,4,5)P; PKC

l

Ca?" i#iE

|

Ca2t g5

MR ERKER UKL ABASE R (5 512, IPKs
W R AR OB B L 5 X1 (Heilmann
FlHeilmann 2015). #H ¢S5 HAFSE, 7680/ I
ipkl RAZRH, InsP7K-F-_EFF. InsPaKF T B, %
I EE R SR PR BRURR, WA A3 175 5 1) 6 R 3k 1
T, A T 2L e 703 58 (Mosblech#52011).

0%, WUEEA (RLAE vV I A LR InsP, DL A T
JIE B VLI PtdInsP) fA) i ARt PT LA I Bt R A o i
FLAWIIT 2 B I LS -5-185 BR i (mammalian type 1
inositol polyphosphate 5-phosphatase, InsP 5-ptase)
B — PR InsP, M InsP, DS A B B AR 2 BERR 1L -
FEAU B I rh o 20K g i L B 1 R DR, e e 1 R A
it P St InsP, . InsPAlInsP ) 7K T [%(Pererass
2008). &8 FUIGIE AL B 2> S5 Ca® 7K T Lt
{EE RIER PR, Ca¥ ETHIE B IM#130%. A
BRI, AT B AR AR Ak, 1 RIS R ABATS
BN, O D40 i ABAIH| S LT FF AR A
UK, (EXTABATS T Lo AT UK, A
KET . RN, R REHEEAY, T2iFSFHA
RATABA R, 5 Rl 7" DREB2A A FLifd 78 () 3 K] %
ARG, DAL S 7 H D A B S 5 Y T S 1

T Y4 B
PtdInsdP ——> PtdIns4,5)P,
~N
PLC —> DAG——>PA
Ins(1,4)P, — Ins(1,4,5)P; MAPKS6
l PDK1
SnRK
l ABI

RbohD
Q nsPs MAP65-1
l cP

ITP?‘ mmluw

Ca* {55

BI1 ShE 40 R L B R EEC A SIS 55 S g
Fig.1 Comparison of PI- and PLC-mediated signalings between animal and plant cells
N L GER AR B Z AR BAZ FLIR(E 5, B Id GER 1(G)WUHPI-PLC, /KAFPtdIns(4,5)P,, “EDAGHIInsP;. "EA15 M 445
FBEPKC RIS Py 2 (PR 5 199 I 1 05 S5 28 1), J 2 RE s Ca BB o R 4T A i ot oA 265 8 HR B PLC TG AR 11, th%e A7 R IPKC AN
InsP, 324K . (HDAGHEBHEEIIIE T AL NPA, Bl — RIIRIES TR SWEE S . InsPjs B RERR M A InsPHInsPg, LERYIMERE

FIRAE 5 (COINFAEK ZE 5 (TIR) % Sl et EZAEH .




FHIE: YA RV M B IERECH SIE S H S 1595

3 RE

W1 DA B 2RIk ar W, W LI b AR - 2
SEYZMESNE IR SahPaniHt,
A IIPUE 57> FAERY T MR KB, WiREPLCH)
GH AN T IERPEE; A KPUE S1EH R
A7 AEZ . AN AR, sh P e
DGKAK#PKCHE F15 55 MY DAGH AL BLPA,
W EEESESED. AT, hRE S @
2 YA R A RO, R R A A
UNCEE

IR JULI RS 73 2 20% , R AR 4K 1) A o i
By WEAGWEIREE . BEAGEESE, HA KM 2
ANFERI GRS . A5 BT T, e ERR IR Lk
ANFEE R R R 2 5 A E B RE . (E LA
b, fRATIX LSRG 1E AL, Rl i A A B AR
F, S8R (SR AR A AR . PR,
S8 e P BRI (BN AR U PLs, PR AT
HE ISPy InsPs5)H4E AL T R2AT A2 (HIE,
T PR FUL I AR 10 5% ol g B2 25 Pl A5 5 X 248 TR 922,
HUER S 2%, IR Al o3 M o I VLI £ £ 22 pl 23 72
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