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The research progress on the functions of plant phospholipase C

HUANG Dong, WU Yan*
(State Key Laboratory of Hybrid Rice, College of Life Sciences, Wuhan University, Wuhan 430072, China)

Abstract: Phospholipase C (PLC) is a class of important hydrolytic enzymes. Based on the specificity of substrates,
PLC is mainly categorized into two groups: PI-PLC (phosphoinositide-specific PLC) and NPC (non-specific PLC).
The important roles of PLCs and their products in mediating signal transduction in plant cells are indispensable.
Other than in animal cells, both IP, (inositol hexaphosphate) and PA (phosphatidic acid) are considered as the key
components of the phospholipid-based signaling in plants. In this article, we summarize the structures of PLC
proteins and the classification of PLC family members. We also highlight the functions of plant PLCs and discuss
the prospect underlying the molecular mechanisms involved in plant development.

Key words: phospholipase C; inositol 1,4,5-trisphosphate; inositol hexaphosphate; phosphatidic acid; signal trans-
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K, CATEEALE TS AEY A . FEREAR
Rth, WENERE 2 R AR —. R
FIBENEAL AN, BENEEE AT 2> 4 KK - BEiE N
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B C /v A MRS 5@ 25 5 i B Ll
ez — U2, 1980 4, Trvine &5 P d5r FLN 3 Al H:
i e A I AT P SR B o3 B AR B — Rl e
fRERE TR UEE (K PLC. BJS, BRI R AR X 71
TV ¥ PLC AR AN 30 RE 1 k.
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W, ARZTFRL. TR REETE A 2 G K
BHTEZME, RASHHEKRIKE . Fino % 7 b
R AtPLC2 fg i ik 52 W 41 il (1) A5 22 43 24Kk 1 4%
AR TR R E o 1EX KHE 1 2 R A AT 7 BT i
Amarjeet %5 ™ 5l /K £5 hH 9 A PLC 5 % 57,
A B & B PLC fE/K RGN MR XA 7z
ik, WiRd% PLC IREMIZREME: 5 JRH., /KRS PLC
FERIEReRLIE — SRR Y iE, Bl R e K
5 B RN 2E B 25, 2016 4F, Cao 25 PV A 5% KN,
W KFEAHE S OsNPCI Fik/KF R A4, 225]
FEC 7K T 25 93 A= 41 B H R IO 0 A B A, AT S T 7K
FEZET IR

Kb, B C fEAE Y A KIS FE AT K AE I
YER oy B2 A0 H AT AE Y g C 450
DA =N b2 e 1Nl NI ERS R U =) Wi g s i BV e
IR FCREAT 2, FFER AR DA A J5 B 507 [l 32
HRE,

1 EYSIEEECH 2L

AR R AN R, A% AR EE C 7 ok
Jie Bk UL AR5 S M % iR % C (phosphoinositide-specific
PLC, PI-PLC). AR PEREARES C (non-specific PLC,
NPC) FUE 5 1ol Jlig 19k JUL I S M 1o R 18 C (glycosyl-
phosphatidylinositol PLC, GPI-PLC)""*, PI-PLC +
BLIK A 4,5 W% 5 I WL EE (phosphatidylinositol 4,5-
bisphosphate, PIP,) 7= 4= = fiff [ig JJL B (inositol 1,4,5-
trisphosphate, IP;) A1 [ (1,2-diacylglycerol, DAG) ;
NPC = %K fi# % Ag Bk A B (phosphocholine, PC) #l
i I Bt £ % % (phosphatidylethanolamine, PE) Jf
Ji% DAG ; 1] GPI-PLC | /K fifg 3% B2 7F 9 J5i L 1 b
EEBERBEE R R A W TR R A P AR O A
PI-PLC H1 6 /> NPC AH o5 [l 7K A% 2k PR 26 v Tt
A fit B 4 > PI-PLC #1 5 > NPC. Tfij % GPI-PLC
I IT R Z SR R EE S A AE Y, B RTAETEE
FiF 44k 7 GPI-PLC [t — /> B U2 A itk
ALK E & PI-PLC F1 NPC.

B ) PI-PLC #R 4 H 85 B 57 45 4 A Dy e 1
ANE AT LL4y B 6 AN ZK % « PLC-B. PLC-y. PLC-0.
PLC-g. PLC-{ 1 PLC-n, H: 1t PLC-C J& — KM %F
NN C, & 5HEY) PI-PLC ¥AN 7 PH 45835
PLC-{ REEFHESN NS T rhRiL, FEXG NG & it
Firf, P PLC-C™ RIZMJE PLC-C f¥) mRNAUY 4%
SRR 1 Ca® BEfsS . PLC-C [FIFEREET
$8 10 40 B 5 R Ca® 94 JE SR 0 K] ICSI (intracyto-

plasmic sperm injection) AbF ifij 2% % ) SR 4R i Y

8 % PI-PLC K £ H EF F % (EF-hand lobe)
GEM I X G5 Y 45 MR R C2 45 )  (Ca®
phospholipid-binding domain) 41 i "', EF %4 45 ¥y
WAL T N, B 4 AMMRNE - B - BN, EF
T kG 4 B b () PLC-C 5 R4 PIP, f 5 1R 45
& U Y RS R Y a2 R, EF
T A 25 1 35034 R 45 3L 5L B 4 5 1T (nicotinamide
adenine dinucleotide phosphate, NADPH) % ft.i RBOHD
izhee U C2 SR T C i, BREIE S Ca® 45
A ERBNRNG C Bk R, FRetR AL
ot I K il U, XL Y g5 T N SR Fl C
by (6], EATEARE C &R R PRI AN g,
DIAT A B AL D RE o M 25 M4 3808 RE A b 7 I AH L
TEHIRA3 PLC-C R Il £ 1

Xf NPC HEAT A0 I, = 5 HEA I NPC 2
32 510~540 DMEEIRR AR, NEA—1K
TR e /K AR BT 75 O B R g s p 3

2 EY)EBEEECAY I 4R E L FIZALR 57 T

TMHMM %45 (http://www.cbs.dtu.dk/services/
TMHMM) &7, #5%) PI-PLC Hl NPC ¥ A £ 5 s
SERE. TEOGRG AR AR BT VAR SE TR
#4r PLC sE ML AEguui B Uy Bl 70 1 Ok FE AR
N MITIERIL PLC & EA 40 558 G 4R 2 0
LRI T ANPCS U A 5 NtPLC61 "7 5 £i7 45 40 iy
JiiH, PI-PLC iX F 7 20 B Joa A 40 BRLIEAN [ 2 67 1R R
MEEREZAMAN Ca¥ IR Y. 2 =R
& (multilamellar vesicles, MLV) 52 4; %% B, PI-PLC
] C2 g5t 250 PI-PLC W E AL, 1] FLiXFhie
WA 3% Ca® s " Bl S BB FC K 8L, EF FHY
Zh R B 22 5 NtPLC3 BRI s ae fr ™. EARSE
5% J6 5 H (green fluorescent protein, GFP) fl & 52
BAESE T K43 1) AINPC sE VR4 b, {H A&
NAIT%F NPC A7 ML B A ANE 28 2.

PI-PLC #I NPC {EH Y A A 25 2 &
(1) % s R R IR K, 52 58 & PCR 45 2R R PI-
PLC 7ERLRE T MO 25, MERIfE G 045 *2 1
GUS (B-glucuronidase) 425256 i 7x, AtPLCI %
FAAET R AN 40, T AtPLCS HI15 5 72 ff
A AR LA B AR A i T RT ARSI ) B AR
SEIG AT A AR BoR, R IF PI-PLC 5K ik 2 [
AtPLC2 fEAE P AL R A 5 W B RIS S, X
—R 5 EAEMEERNAEEKE SRR 2o E
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M A —8C. FREH, TERREKKE E R
FA G B REAS I 2] PI-PLC (35 1 9. BE 515K
J& 7% NPC (3 PEAE R & B R 7 A I 35 3 56,
JEHAR ARG T il A7 A . Bl an iR 2L
Ffd g =1,

3 BiEEEBCRUBUEFEM AT

EB4ifa, PLC B Z R0, BN T
AR A, R A —RESEA
W BA AT Th RIS, I L TR T 7 &
KRR IR T R 1 PLC-B N 3t PH 45438 5
Gy B ¥ M B 1E FI R ¥03% PLC (¥ 3% ¥ ®; PLCy
BEMD 1 — L Z IR A K I B P Tk T
Vb PLC 1 EEBOE LS, 1R BARE VF 24K
FYEMBEFUE B PLC FIE S G EEAA K, HE
B H AT IEERE Y o8 R R A IR SRk B X
PhEFEEEGE AR, WG EANBEFELER
(cholera toxin, CTX) A0 1 H H "% 5 2 (pertussis
toxin, PTX) #REMS 520 PI-PLC IZiA7KF 7. 2009
4, Kost 2 P FE 10 & A K i F2 v R 31
PIP, il Rho i 5 i 1 55 Ras AH K/ G
Rac i RAFFEMFMIMER . 2003 4£, Apone 25
K, GHEAMMBEESZ/A GPCR Ml GPAL i Fikfe
fif PI-PLC [#) 3% V38 9%, I DAtk $2 th PI-PLC J& T
GRCI (G protein-coupled receptor 1) R {5 5 70
ghit. A2, GRClJET G HHAME 5@ N L
S0 FIR— A Y HH, G EAE
PLC HJHF 71 12 K 2 ] mastoparan (—#f G 2 H
HIE 7 ), 170 mastoparan Ft) &b HE 0T 5 25 41 i Jii i
Bl M S —28/ N r-idid, FrlA, mastoparan
AEAE AN G S B Ca® I R I AT e SE AR R N
N G E 0% PLC i S8 B,

PI-PLC j& Ca™ K #i/K fift i, 7EA44 40, PI-
PLC [ Y4s 5 M v IR Ca®" I B 1 28 Ak 1 e 28 B2,
Horp — 5 DU AE 5k LEZ (phosphatidylinositol, PI) iy
&Y, RIEWRAEEE C ) ThAE 7 B2 BE IR ) Ca®'s
HoEN g o 53— LL 4- B ol IR It L
(phosphatidylinositol 4-bisphosphate, PIP) &Y PIP, A
Y, RIEWEAREE C 10ThRE T B RUEE R Ca™,
ENEAME E U NPC R IEBHE LRI A
2 Ca 12, Wl IT 1 AINPC3 /K AAE Rl Lk
F£H i (monoacylglycerol, MAG) H it #2 F A 4K i
Ca® BHAMIH BT B, ACNPC4 (S HEtH A 52 Ca®',
Mg B Cu™ [RI54I, [T EGTA [N 218 AINPC4

FIvETESE L, AR A2 5N EGTA B A& 7 — e 4 i
AINPC4 V&M ) — A FHES 7, W1 Co™. Mn™. Zn™
% [3410

4 BEBCHESESRE

Y H, BEIRN C K1E 5% S a s
PG 2, BENR1E N PLC 1 JEC A A2 40 i i 1) 22 22
Hopz—, EANZ YN E I At 5 AR B 1 IS4,
[ I A1 22 B 1 R 22 BB ARt T AE 4 i - 1)
HETE AL . WOE ) PLC RE¥s PIP, /K fifAE i DAG F
IP;, EAIRZ5MIESH SN EZE ZJEM.
MR DAG AMU AT DA & E I C1 IR SF 251435,
AT I 4% 88 A5 22 5 PKC (protein kinase C)
FBE R g, 4 PLC/PKC 3812 fig BUE TRPVL
(transient receptor potential vanilloid receptor 1) i %,
T 5 1 il A4 55 P SR A2 2% A RRUER M ), B IR g K
A £ ) B 1) BB g 45 A4 O e B 1 4% PLC 3% s
173 7K 65 P f TPy AT LRI P J5 ) F ) Ca™ I 45 4
WA AR Ca® K, NN 1P, & 2 AL IR
S R P J5R X R S ) B R T

TEM Y4 Mo, TPy 2 3V Hb 47 IPK2 (inositol
pentakisphosphate kinase 2). IPK1 & — & ¥l i fig fb.
FEAE AR R TP, Lemtiri-Chlieh 45 P Bf 57 & J0,
IP, /5 1) Ca®" B BUBCR ZE L 1P, & 100 £ fi5.
HEr ik, fEWRE T4 IR A R 2 1P, %
i Ca® BEIUAEESL N, Kk, 1P ATREA A
APy Ca® WIEM I T, I HEEYAN PR
KR I DAG [ #b7 & 4——PKC K& ", Frid,
H BTATS AR B € AE M) T B AR AEAE DAG 520 i
PKC M5 SRR BEFL R, A4 i —
Pk H vl — B8 W e (diacylglycerol kinase, DGK) #E ¥
DAG il 1b AE it fiE R (phosphatidic acid, PA) ; 24
HAE, BHE SR T BRI, PA FEMWIANIE
N—MEUNIRRY L R E BT RE. K2
& T PA A R AERE YDA N K AR — RAE AT RE
15 5 731 PLC/DGK &A% PLD B £ /K it ik
Jlg LA K2 DGPP (DAG pyrophosphate) )25 B2 k. # mJ
DAk PA Y. fEREMIANMI R, PA G0l A IR I
O RA R BR LU R I AR K BT T B Mz
B FFE . e DA R S5 IR B R SR
i PLC/DGK i 12, £ HMWBEAF AR KT, fH
Yivh ) DAG BE 4% DGK i i B 14 4= sl PAPY, T
PA AJ % MAPK (mitogen-activated protein kinase).
CDPK (calcium-dependent protein kinase). 2 ifiH



578 AR

29%:

1 NADPH AL # g Bt ig 12 ¥, B J5 & ROS I
fil h I B N, B S EUAAR AT YT
(1) DAG AX A PA & B R A4, BIE 2 & il —
FUHE EE N = (digalactosyldiacylglycerol, DGDG)
I EE R, Rk, DAG 7] PLH SR 340 f ik N
TEMLBH IR =h AN i s ™

5 WEEESCHYEIETIAE

5.1 PLCAT TEMERMRK

MNATRILPLC PLAE 1A PIP, Fll=4) DAG
1P, PA#IZH T EA KSR, WEEF1E
PetPLCI 3 [N FITER 25 512 T Ca™ 9 B 45 52 i ]
PR LB R A 40 P SR AR A RO E A 5 T g K s
1fi PIP, #& Ras/Rop GTPase HJ%M %), Ras/Rop GTPase
(1L RIE 2 FEPIP, A LAk, TR R0 M
PE, TS B ek 2B K ¥, PI-PLC /K@= 4
IP, RESIEEAN IR I Ca” B (55, Bl ML
B A 454 5 [ (actin binding proteins, ABPs) 3k
HBWBNEAMEHME, &m0k &
K ¥, Koichi %5 ™ Bff 745 R B, 72 BEER L YLK
KA, DAG (1) NiE=4) B 2 MGDG & il £ 8
RN E Rk, XWE/~%E PC-PLC fE/LR & 1
WetE A K R i E R . 4k, PLCHIF
W55 4> 7 PA REGE I i oA o JEE 14 A= 4 Fn 4 2 1
JFR R AR (K B,
52 PLCEE5HRESHS

W R, PLC 25 [ Stk N Z MR G
SR B, e NARRS AR 3R g A2, PLC/
PKC %25 T i A OB R & i 72 97
ERY) T, PLC 25 1 ¥4 (abscisic acid, ABA)
ABA £l S AL X — L . 7E ABA 1S
®, PLC I Fiff5 54 1 1P, rliE L 5 e i Ca*'
ACEARAE, AN B N R R T R, BT30S
FLI5H1, PLC 4 7] U73122 7] LA ] ABA 3| 2
HISFLIS AT Ca™ R . B PI-PLC fIZRIAK
S RE RS I AL ABA (R

Aseih =W A B, APLC2 25 74N EK
RHE BN S Wtk ERLRTT ple2” 45
AR ST, ARKRZACPFIHE BT, X
—HEKFKPAEPIRNGE H G BEF YUCCAL,
YUCCA2. YUCCA4. YUCCAG6 Kl YUCCAS K] 3 i&
KT RER R EYIME, ERMTFREELRES, &
KREF DAL ERALIG, SR T2
PEZEEL. MELEL K. ER, PLC2 BEME R0

WAEKRIKT, SR EmEF SR . 5ok,
PLCIEZS 5 T KHR ™ =B ZAE S MES
i
53 PLCE5THHMIEEIIMBRINE

WU ol Al e I B2 Rk AR i PLC
BERURBL, e sh 7 B B A G R A S e
P ot . MO KEIEERE, PLC 245
T A REAEE Y i R DY, e RS I
PLC fgfi /5 DREBI 1 DREB2 {17 5 3R LA
TR P, AR AN T, KA
TrH i PI-PLC RiE & 4300 B, ANPC5 935 44
ML & B 232 1 BV, AtPLCI 1 E 4 s2 )& T
AP2/ERF #:3 FR N NS 591, TRMEME
R FRA TGN, NS5 B TR
FELE W (L R ep B

PLC [} T Z 5N TR M PE 2 4b, Bk
BT HABRAEAE NS S . ERPHE AT, W
B TT plc9 FEAF VR Ca®" e JBE 1 FAE 2 ik 55 il Pk B
PIEEE RN IEE S Y, I H npel RAREI SR
ErEE R TSR R Y. B YURRAS
o WIE 5 K1 B 5 i 0L e 5 41 i NPC R 3Rk,
TEBD B2 AE R, AINPC4 BV R AINPCS U (%%
K2 B

PLC fEMY) R T 25 M& S FhEAEAE YA 1)
Wi, B 7 A0 L B SRR e 1 Rt R 3 T A
. BRI ple2 SR ARAEAR AR X K B R IE TN
JoFt D] 7 385 e 7 B I BURK 2, AE AtIPS2 RN AtIPK 1 %
K ZhEe sk R 2, R4 P 1P, (/KT R Ik
PEBEAG, MM S BOKMRR I & &S, mEHIT T
oL RE TR SR B 1R e e 0 . SRR R A
SiPLC4 1 SIPLC2 {13838 /K~F M| 25 A4 e e 1+
BFRE Y KER DRSS AR R R
fIThfE. 76 k5, PLC/DGK @R ™4 (K] PA fEfig
BOE MAPK 38 % ) GMK 1", ix se gk B R B,
PI-PLC 25 [ AEYMa 5 S B AERE . EP{EH
HE R Y , 1P, BARKIE T —EMIIAe, (HiXFh
B AL ) 3 B AR SR PA SRIEAT Y Y,

6 RESRE

WEAGEE C 2 AR A 70 B B R 7K A 1
257 EMKEZ ARG SR, SEAK
Gy B ARGy Al LA B Al e 4 S5 1, i PLC
B R I P 1) Ca™ R B Sk 51 S A L b K 1, i e
fi 522 00 [ 73 W ) AL N B2 2B TR T (VEGF) B B
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M ) B g i ke A U0 T R IR Il C AEAS R AR
RO T BIVE NS, BRI gn e, B O
o~ RE S 1) R AE ML SR A R B I R AR
HLAER, LW PLC HIBE TS 2120 30T R,
IR PLC 7EAE 4 iy 18 B 25 3ok R vp R P 6 1 AR
s o ECHICER [ A0 53 s A T g Tl 5 25 1 TR 1 2 o
KRB, HIEEE C 1555 R 2 W ik ki
A G RIS P R 2 R AT — s U, R,
T A= v 1 5 PR/ o - AR ISR B NE G C k) 771 5k
WO 7R AT LAR T 5 L TR SR A S5 1) B R T T
g C AE B AR Kt i rp S B — 5, —EL LA
RAE A MAT R B Z IR, G s AR RS
K EERI RS
TSR, 1P, M1 DAG 1E 915 S4% b4k
HEM HEE, RESIRAN FIHE S5 THRII6E
RIET A BARMBENER . R, HE 2040 i
B C (I3 BE 1R ok sz 2 AR AL 120 78
W5t PLC M5 R R R BN, #64 PLC 2k PH 45843,
T AX b 25 KA FE i 5 FEE b () SIS R e 1 25 6 BN P
FHEMEAY, Brel, Y PLC 5 RS A ds 5 45 & 1
75 15t H A i S A B “HUR7, BRI
ML 2 (W kR~ . BT T8 R
A I PLC T 1) PKC A5 5 4% 38 5 X B %
IP, B Ca™' [RIEIE &R (1, ALk, eI BEER fh
W) PA FI 1P 4 A A /2 R W) A4 9 387 % ) — A5 1
P, ZEENIA b RE A S92 AL 248 72 R
WILEE R A ™, X /R B AR N TP B T fg
BRI Ca® JEANEA B 2 M shfer (&I . 1 H Al
PA R E TN REII R B3 45 & 45 f 1R 3 52 B Hh g e
X, PLD. PLC/DGK. DGPP & 4% #7] LLE i PA,
H & IX Le i A2 BT % 1) RS 5 &AM, X
N PA T RE BGRR[0 7R 28, A& AR PA
AR T B A S I BTk AR AT REAS — A 1Y HE T
W, PLC B ZABERRIAL T, AtPLC2 7 IF 5L
FEAEME I N flg22 (microbial elicitor flagellin) F i iR
PR R AR 1 Y. AN S o 8 R 4K [X 38X T PLC
O P 5 A T b 2 SRR R . R A,
T PLC 1 b 0 AL A7) 8 i o e 3 2 ] it
RAFARE, [FIBEOAR SO RE B C TEREY 1A P (3
BETFRE TR I 7 ). (AR, HErwrst
N 51K Z 4 FH U73122 /25 PLC 1 40 il 751 SR 48 5%
PLC fEAEM AN I AEFDhRE, (H2 U73122 &2
YE 9 PLA2 ) 400 1] 500 A8 T f1), BXBR T R 8 5 i
PLC (15 55 Sl i, [ &4 PLD K55

B3, R, U73122 kb3 1 seae 45 B n] 2k 5
B 0 A AR SRR s T,

(& £ X #l
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