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it T > O (P 1 A) ),

B R, WK AE (Oryza sativa) . K (Zea
mays) A "R E (Brachypodium distachyon), 5Lt
— 0 I 4 PR ) £ T 44 . S 7 0 ) — %k 1) 4 i (sub-
sidiary cell, SC)#4 i, ALK B AL 4A TSI i % 2 28
. X e 5 2R 7 4 iy B A MMCHR:, B8R — 5 ] B
T A AT AN S5 32, P A — AN R e T 4
M=/ A H A M. 538 B8 I GMC.
BEE & B W4T, GMCH] LA 5 3 P9 0 i) &) I BF 41 i
(subsidiary mother cell, SMC) & 4= # 1k, 7ESMC5GMC
FR) ik 7 2 Rl 22 338, [ BsF A SMC ) 48 i A% 5 ] GMC
. B S, SMC AT Tt By Bl 1) AT AN 456 73 22, 7
HESCHI P, &% 5, GMC AT T I Fr il 1) 22) 5543
27 A — X GC(E 1B, e 2T B — % E £ IR GC
S5 FG R A ) — %k SCHA R 1R DY 4 B 45 4. R b, 7 i
ALK E P AR A < — > 4 i a] g 1y s )

WA R, K& 1) 4 Tt E 2ot e 4, AL 4
A B — At 18] B> 8 T IR T B2 310 248 i 9 Ak
55 MEYEE DA T R R AE, O it
ALK B W T 8L I N 4. A SORK & B4R
1593 1 155 R 45 I 45 1 e it T gt

1 R F Y <AL E AL

H AT, X ALK B 21 L 2 A 3 R T X
T AE P40 B I (Arabidopsis thaliana) LK B
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FORIEFE. 8 V2 AR vk, Ak 2 2 AL 2
KB B O R R, EEAREE R %
. AR MAPKAE 5 I He DL A Vi A 85
PR, AT R ARG S X7 A ) LK B R 3 A 1
125 I 44 2)[2,3,8~10]'

L1 #gHFIHERAS

YRR ZCHR AR BRIk
RS AF. [RIE T & % 53 K -F- ML I (meristem layer 1)1
PDF2(protodermal factor 2) 1% 3 57 JZ I 8 Bl A 4 K,
T TR [ B R T B R R s, Rk
MLIFHDG2(homeodomain glabrous 2)(-5MLIFIPDF2
A — KR 53— A R R B 8 & e KL 7, AR
A0 b R IR 5 3 i AR R B R ANAL
(2)[12,13]'

3/ % %5 A 5% I bHLH(basic helix-loop-helix) #% 5%
“FSPCH(speechless), MUTERI FAMAWKIRAE R 7S 5L
RN FRIE, 5 B ZEMMC [ #8543 4n i . Hi
3 A2 2B 40 7] GMC A B GMC 1] GC ) 4 e iz e A48
(B 2)M 10 R T 3% 1 4 i SR A5 MMIC i 32 1) 43 7
HIEANE HE, H1Z I 72 75 BESPCH. SPCHAE R [ A0 )~
Z 33K, M SPCHE H A IR 72 AEMMC AN 73 4 41 1
L, & WISPCHER [ 52 21 /™ M4 (X1 1 5 4% . speh 5
AARARER UG ALK E , 2R B A BT b - 4 I AL A
MR, BRIESPCHAE BE S ALK B LR, M3 J 4i i it
FE A R SIL R A M. RIS, SPCHIE e 4t #¢
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B2 #MEFIILAFTHFTREAEAETER
MAPK 5 5 A 5 (1 00 36 £ 5 FUBR B 15 5t U P 42 2 L0 ML ) GMIC LA B GMC I GC 3 434k, 8 0 e

oL 26 20 240 B 0 T 40 R 9 e, i kL U
MUTETE B 3140 73 25 4 23 40 i 3% 36 . MUTETh g B2k
T30 AR 2 230 i P AR S S o R A 4k, PR AR
AEHOIR G54, 1M 5 67 3k MUTE 5 3036 J 20 o 4= 3 %
A RS AL R, MUTE S SPCHEE S ALK & 1)
AEAH I, SPCHAE 3 MMC R0, 23 A 20 4R 40 o i3k 4T A 34
S0 3L, T MUTE 2 114053 A5 2H 240 Jf 1 240 i vt
LA 80 &, SPCHE [ 5SMUTEER A A A HEH
AN 7 (1 2R 3 A5 3 (SPCHAE 34007 A= 2 2R 400 i i
T 2K [ I MUTEZ 37 H B0, FAMATEGMCHIGC %
1. FAMAY)RESR R 2R GMCHEAT 2 IR %
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FEAE B K A, B R UR. HR, X
AN EA GCRi . R IE FAMA S 8 AR R A 4 =k
Ot AR L An . Ak, B 5 FAMAThRE U A
[F]JFR2R3 MYB#: 3% [A -1 FLPFMYBSS i1 GMCIr
GCHI 7 (E12). fip RAGA HH GMCREAT 28/ — I 555
o33 B A PRASTATHES I SAL. myb8S AR,
LK B IEH, Mflp myb8SX TEALAR I GMC £ K 43 247
A Kl fama i 22 L, (HIX Se g f B A GO, X34
i 53 IR - T R o 40 ) 3 [ ) S R R i CDK B 1 (cy-
clin dependent kinase b1;1) %% 5 [F] FR ill £& T2 K- 40 g 1
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FAh, BATESFL R T2 I B FRIYEbHLH
542 R hr 4 (bHLH-LZ) ¥ 5% [ T ICE1(inducer of CBF
expression 1, tH# #% /£ SCRM(scream)) f1 SCRM2 1 fi¢
R (E2). icel 7= A2 fama ) T Y, 13
T B T R REI 45 icel SCRM2+/-77 242 mutelt]
R, MR T RRAC IR 45845 icel scrm27= A ZJEAL)
spchf R 3% jz o< 4L 4. SCRMsfE % 5 SPCH,
MUTEMFAMA 73 51l T B e 5 — SR A4 R 42 AN S AL o
A3t R R 4 i i 1 AR Y BT AT R I, FAMA R
ICE15E1 5RNARAE 11 25 — K I HENRPB3(the third
largest subunit of RNA polymerase I1)HAE, B SfLKE

GBI RNA R A 11X — S8 10 % 5 285 B Rk 3k
7 S R SR (B 2),

1.2 JpfE 5 HERAc— AR R 2 F B X
7% B

AR - T AR A 3 00 4 i TR) R {E R T B A ) A%
B, ALK E R CEE. Har kKW iHES
KRB ZEAFERE FE SRR EE KT
% 1 TMM(too many mouth) 52 /4 J# % ER (erecta)
% % % 51 (ER, ERLIl(erecta like 1) A1 ERL2), LA %
SERK(somatic embryogenesis receptor kinase) Z ji& il i
(SERK1-SERK4)([4]2). X L2 A /E S FL R MM
Z ik, A TMM, ERL1, ERL27E 73 24 i 1 4 i 1<
LA MR IER . tmm, er erl]l erl2V) i serkl serk2
serk3 AL PRI 3 Jg 117 A AR FLAED T IR B B2 AR A
2 &%), U EPFL(epidermal patterning factor like) 5
TR B 53 WA /N AT 5, ) Bl i A e 2 Bl 3 B R
FEHISRILERE . B— 8RB/ IR K EPFIAE I
FARL A 20 . GMCs RIGCs 3R ik, 3 B4
AR ERL I HI40L 43 A= 2H 23 48 ff () 25 A A2 32 T 6 1)
AP EERIRE 73 %L, EPFI1Y)fig 2k RAZRTE iU UALAR,
I 4 R IAAE AR TSI A B AFESLGCs ™. EPF21E
MMCs Jz F 400 70 28 A 240 g b Rk, dm b 16/ ik g
i 45 & AR ER FEBOE N IiFMAPKAE 5 ki LK
BLlR. EPF2INRESR K S EURSLK G a3 i, r= 4
KESIRIM,; MRIBEPF2FEERETLRIKE
e, At P4 Ae Y, 5 EPFIFIEPF2ANA,
STOMAGEN(EPFL9){E M WAL v R IEFR LK
H. STOMAGEN 5 EPF2 5% 4+ £ 45 5 ER{H A BEHUE &
EMAPKAE 5, AT BH I 7 EPF2 X <AL &K & 4111 il

(K12). UTERSTOMAGEN W] LA S ALY B, 1 235
STOMAGEN7?? =S ALFER"Y, tmm F RS A ZE % [ 6
AL AL, SATTEPFLA i B 571 CHAL(challah)/ EPFL61Y]
ThAE B2 BE AL omm N IRSHAN 2536 1 77 A2 S L. CHALAE
RN MRl 4 0 SR Bl A R 08, EEKIERK
AR SRR SILR B, T 32 AR TMMAN % A5 5 55,
STOMAGENFICHAL#{AE R fe T 4H 23341 4% <AL
KE, F W EPFL/M KA 3 1 i (8] 38 WA A AE TR
F 2, 1 AR T AR A SUZE 2 18], Wik S LA
BB R =g a7 A, BT B A AR
1 22 % % 55 [ B SDD I (stomatal density and distribution
D) 0 AE FF M B3 S LR B (1K2). SDDIFER)
o3 AR M FIGMCs H Rk . SDD 1Y) fg ik 2k FEAL 4
ALE T R 2~44%, JF UK ; 8 R IASDD 1A <AL
ik, RALEEE T M. SDDIM ST T EPFI R EPF2 41
BRALKE, HENISDDAE S B U1 T & &/ Bk A 44,
72 AR A2 AR B IR LR B AR,

ALK B SZAR-BCARAE 5 1) R 2 — P MAPK (mi-
togen activated protein kinase){ 5 ¢ BA 5 B, FHMAP-
KKK(YDA), MKK4/5/7/9 F1MPK3/6 1) ji (&2). ix &
WG (1) Ty R Bk T B0 B ARCFL R B R, 1T L RE
SRR SRR B LR AL A R SPCH, MUTE il
FAMAJE Z)F, 5 WAERe v S AL R4 Rk B
BN Y DA BFE 2205 YDA, MKKs, & L YDA-
MKK4/5/7/9-MPK3/617 5 2% BB H 40 il MMCs ] 481 43
A AN, LA R AR 4 24N i 1Al GMC A 4 Ak
YDA-MKK7/9-MPK3/6/X(1{3 & HIMPK) {5 5 2 Bk {2
#EGMC 7] GC 9 23 461, MAPKAS 5 193 P 7K F %f
TARILKE B RELE. BRIFAP2CIREH 2B 1L
MPK3/6, M 1 #01 #] MPK3/6 [ 3 P, (23S FILR A .
AP2C3HRIX T F R KA LT- 43 70 o8 <AL, %
T KA T mpk3 mpk6 X FEAT A 3 wF 78 K% B0,
VST(vap-related suppressors of tmm) & [ #€ 5 ER 5 jif
B2 ELAE, ARk PN TR 5 5 R ke, 9 5 52 Ak
N EMRILEEE S H T HFMAPKAS 5 H g 5,
MAPK1E 5 At 9% 38 i MPK 3/6 1 FR 1k #1#1 SPCH, ¥4 15
54 3% FbHLH &% 3% K 1 (& 2)*,

1.3 A B IAEMMCRIEL 2 A 40 U0 Bl g A 2
FnR
W), AR 5F I PAR(partitioning defective) 25 [ &
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G AE BRI A AR MR R A, 5 T G B AR 1 5 AL, FE
I AN 25 5 4y Rk R POl A i s e R R 2%
il 173 TC B P AN - 48 i, A8 HIRAS AR 1 v is . AEY)
H A PAR SR [R5, {ELAK 4 2 FABASL(breaking
of asymmetry in the stomatal lineage) #!POLAR(polar lo-
calization during asymmetric division and redistribution)
B A S PAR 25 (414, BASL I #MMCs A48 4y
A2 SR M AT AN 3855 50 2L basI RABR AL R 40
JUT- 35550 24, 77 A2 K /N¥8) 5 Rl i 32 AH [R] P b 2k 440
TR ALI%E . BASLAZ I H 50 28 1 40 i 12 25 A0 20 Jid A%
AR 38 A, 1% 3N 3 58 A5 4 i fiis % A 56 BASL
B LT 20 BRI ST, 48 A s~ 48 L A5 Ao T
SH AR I, A0 53 A AL (RIS S A 40 i 2 AN 4
A% I, 41 M EAT AN 35 45 4 24190 MPK3/6. 4 5 (1) B 12
X T BASLI AR TE for 2 00 75 1. B PR 1 I BASLAE
i SEEYDARIMPK3/6, fMAPK 2 k(5 5 {E 4l i %
B8, 5 A IMPK3/6— T T E i B R AL BASL i — 2P
4R A A 1 & FIMAPK XA =, o — 7 @ I B R
L B4 A% SPCH, 1 SLGCsil Hi S ALk (1&2)"". POLAR
WA 78 A T MMCs Rl UL 0 28 2H 23 40 i Hp ozt 25 AN 38 55
oy 2L E . POLAR MR M 7€ A7 4 i T-BASL, % H]
POLAR 1] 8 /2 BASLA 5 {5 5 3 % (1 — A~ 2 431

1.4 EfRBRBIAESKILRE

RE BT R AR 8 R 5 00 s
B — MK RR PR, SFLE R B A A,
SPCHYE N 73 TR TRALKERE TR L, B
a5 AR B EF R 3 7 IR R0E ARk, X ek
{45 SCRMs, TMM, EPF2, ERL2, BASLF1POLAR. £:
1, SCRMsetE 45 & H & 5 3l 1 IF i — P IS SCRMss
RIE, FEIE A, R, SCRMstH (8 B I EPF2
FTMMZRIE, it >R i MAPKAS 5 4% B g A 417
HISPCH 34 P, HE T # #1 SCRMs ik, T2l — K B
Y GRS IR (FE2). DA Sy JE At by S ) 5 2 A T e AU
i B AL R A A R A

LS R T4 B4R A firiE 1Y 4 +E

T Y% 1% 28 R A0 Ty e % S 0 4E M, 4 X
B 20 i 2 an T 4E RE S B R dr s e ? AL IR
TG f D ] I ) R AL T B AR B AR A
FAMAyo::FAMA-GFP(FAMA™) #1  FLPy::FLP-GFP
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(FLP™) % Je RURE PR o, A0 00 £R T 48 i 2k 25 24K
srbdriz, JREMMCaT g HFRESILRE, IR 1
4 o F PR A BT S FL, SIS (stoma-in-stoma) S, FL
2 HIBOU -y 2R RBR(retinoblastoma related) % [] th 7=
KRR FLESL. RBRAE S5 FAMA, FLP/MYBSS
HAECYA GG 7T R B, FAMA & 5 RBRE; 7 H.
YE R 2P LXCXE, %37 R FH & A EAE, 7~
A SISE AL, K ik, I FAMA™ F1 FLP™™ ] g i@ it T
PLFAMA 5RBRIF EAE, F=A2SISEK 2. FAMA 5RBR
#R e 45 A S FL R B # RISPCH, EPFI1 R FAMA )5 3
TP SISE M 5 SPCH, MUTE J& ) T [t H3K27me3
JKFAH 9. R IEPRC2 E A & (polycomb repressive
complex 2) & [ CLF(curly leaf) G {#i SIS 2% 74 f# #k o
SPCH, MUTE J3 5T F{TH3K27me3 M B K /K ~F 1k & 31|
B AKCE, I SISE Y, RBRAEM HSPRC2E &
Y 4y HAE. A, f£GCH, FAMA, FLP/MYBS8S 5
RBR A 1E, RBRHA 5 4% (4 i /& 1 8 WIPRC2 5 A& 1k,
A0 SALR B R RIA, SEBLGCL K b iz
1 2 R (2)),

L6 HEYPEMIABH 7 HEALE

H A& B, Y WBR, ABA. 4K K LA
Bi K7 a1CO,. HFBE i i< fLR B (K2).
BRA1E 53 #% £ 4> BIN2(BR insensitive 2) 7 7 H 1 A%
BRI YDA, T 7E T R 5 = 6 0% B2 1 IR A4 70 1
SPCH. [A] i, BRI it 2 i BIN2, BEREAE 3E N iR dh 2% Bz
ALK T, ARSI TS B SR YDA B I R T
ALK B (B2)4, BRI A BRI 55 % 11 B 300 4 Bl
% T [ 5 S50 26 52 7 A /N G B T R S S LA, 1% 38 1
AT OMAILKEE S RER RS Rz
(52 ) N2 FE Y, ABATE TR A5 S FLIT I Pt 45 3 B4
H, FIEF ABAA BB 5 3505 L% 5 T =, 1 AR U5 it
IMABAEL N JEABARA 2 -F B ALE H b, KPJABA
SR ED. EKESSHEBESILRELREPA
oy 55 oy 24 ) 35 55 Ay LI AR [N AR K 2R IR A i 1
BAALEREEY, T, A KRB RILLE, T
AR EZPERB R axr3-1MEHSILKE T, axr3-19 S 1
ALK B 55 0 ToHLHE: 5% [H 7 FIMAPK {5 5 fi b
(5%, B M T ER 5 32 A4 (2); B Ak, BN
RN B R B, 28K I8 % 5% [ 7 MP/ARFS B #
11| STOMAGENTE M- R 41 g (1) 2 3 3k 7 i 45 S LK
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H, 8B T AEKRESARAESESIKRE TR
HAEH(E2)

—RAEOL T, B EECOAMH ALK &, HALFF T
hic(high carbon dioxide) RAZ A% COLI JE AR, W]
HICH] fi 18 it & 52 COL FE I AR b i 4% <AL R B
e Ah, CO,45 A & H BCA1(B-carbonic anhydrases 1)l
BCA4Z 5COKEEN FIIRILKE , WRAB R
FBhhici R AL, it 7t R, COE R Ik M /b &
H B CRSP(CO, response secreted protease) >k BI ) EPF2
AT, P2 AE A T EPF2RAMHI FL A B (K2) ™. S5
WK —FE, ALK B W00 R, SR
JE, A AL H s R B A Z 52, R
IR B3 B R L R T STOMA GEN Rk KAt ik < AL
TR AN F K et LR &, B0, R
AR ALE T, s e imH < LE T . phyB
RAZARAN B L1615 3 AL 2 B 3G, R4
X AkphyB(phytochrome B)E 4L 615 T S FLK & Hil
K AE . phyBHAE X T PIF4(phytochrome-interacting
factor 4) I AE B = £ K phy BITR FLR B R A It
A, 41 96/32 41 5 5% AR phy A (phytochrome A)F1 1 Y 52 4k
CRY 1(cryptochromel), CRY27E = Y58 T tHAEfE it <AL
PR OGRS HARALR BAE S A BEE I E3 2 2L
COP1(constitutive photomorphogenic 1) #2 K. copl
RAR AL E M. L. COPLEE % F AL
FYDAK) LW AT T TMM(E2) . 5 4b, 1535 ihid
i3 F i SPCH, M T 8D MMCs KA ALK E , %
R FE AR AT MAPKAS 5 2Bk (1812)17.

L7 R LR E W H AL E T

41 B BE 1 5¢ 1 A 3 P DL S microRNA {5
Wi AR E . R8RS U GSL8(glucan
synthase-like 8) DA Az S i 4% % [l £ FTKOBITO1 1 K
A G S5 2 B A 7 A S A A ) o 2 3 P Y
K, LA KT, B4 S LA JUE B, WSPCH,
FEAN B [ 3 SO o, 7 A S FLAEE(E12)! ) miR8 241
1l I P& fEMADS box X % ik 1 A GL16(Agamous-like16)
FImRNA, 45 TR 5 A 4 240 i (1 T2 i 7Y. B Ak,
miRNAH % 414r 4GOI (ARGONAUTE {2 #FSLGC %
BEHEAT AN A R 0y 4. AGO1 AR A T R Ak TMM
T, SR SPCH 5+ (K2)7",

2 B ALK B L

Y S AL R AR A R Rl
RIN, —FEKE AN HE BASPCHs MBAICEL {2 LR B ild
f; BASPCH2 & GMCHir iz ki€ K ¥, i % 15 BdSPCH?2
REA% [l B A0 7 6 S FL; BASCRM2 IR SALE &
YIRITE R, FLhRe il ok S EGCASRE R 2R, 7= 2B 45 1k &
B HIUY4H R E S (3. B A A R T4 A
AR 2 07 T W S AR EL i s . WF R B, LRR%Z
R4 PAN 1 (pan-gloss 1) FITPAN2 1 GE A Ay 52 44 1R 51 K
T GMCIARHIE S, WiESMCIIMK M2, & Th
e B2 18 77 A 4y 24 5 8 IHISMCs. PANTAIPAN2 #H¥% 14
7E AL T SMC 5 GMCH il Thi () SMC 40 ffu Ji -, H.PAN1
F W% M 52 AR T PAN2. PANT 55 PAN2 A BE HAE, 1M
PAN2 B85 JF i [A] Y — JAR74. 53 41, ROP2, ROP9 L)
J SCAR/WAVE & & 44 1 1% 52 £i7 T- SMCFI GMC 1]
P fuh 1. ROP2/9 5 PANT .1 1 4% SMC [ ¢ 7 43 417
SCAR/WAVE S A& I #k M 72 A7 T PAN 1 RIPAN2, 1]
fE 38 I R 20 2 1 1A) 2 A PAN2 HAT, {2 PAN2 AR P 58
A (P 3)70

3 RHE

MR AL A E LR G PGl 7
RN T R, SR, A7 AEVF 22 1) 80 i AR5 it e {3 2,
SPCH, MUTE M FAMA ) 3235 G el 9 452 52 44 - it
55 WAl £ 3% FIMAPK (R 5 A Bt ? BASL-POLAR VR 1%
4 B AR T AN 38 5 2 B AL R AT 42 MAPKAE 5 2%
B AT 42 MUTEFIFAMA? L4k, BAR H B & ILE M
AL T EPF2RER 6 57, B2 R Wik AL 16 < fL
KB PIEN A CEE RN, B4, 57
WIS AR B R A T 07, W 7 Al BEAT (6 35 14
T BE LS. BEE T A FHEARMERE, BN
[0 %5 DA b 0] 4R A T B R T 2R

HMYSRILR B RS TIEERAWEE, 2 7T ARZ
S A 2 ) R ) B AR R Y R R B R SR
WSS HAE, AREME ST MEGES 1.
RO 5 AR 25y 24 . o M A Ak oy 38 4 3 DA R R
YIS S AR B R HI8 B T AT TR A iR
b A= A KR T TR FEEEAER, ARSI
K B4 A R 25, LU NT 2 AR ) 4 R A A AR AR
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MMC Meristemoid
— GMC
anl = ;
—_— —_
—
1 —— Cell wall
—
1 W PAN2
| PANT g *
‘ \Hyp*othetical
—
l ? * _ * * * ligands
Cell wall
SCRM2 ?
— «—
SMC
GC sC GC SC SMC e SC

B3 BTHENSKILREHS FEEFRETNER

A PR AL B 4y T AL AR R R B B BT IR A A AN B AR A 1 2 T A 1 R O R (B TR A AR AR AT R R AE S 0 R
K): FESMC K B I3, v f8 RIE T GMCIIME 515 T SCAR/WAVE R &4 15 el M & A7 F SMCH GMC ¥ 3 filt 1fii, 5 E(PAN2, PANTHIROP

& R ME I 58 17 ; PANTBERS 5 ROP H.AE 313875 ROP, 3 4k FIROP#E 1M i SCAR/WAVE 5 & W), e 24 5 B0 L TRV i AN 4 o i3 7

23 3Lk

1

w AW N

O 0 N &
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Molecular genetic control of plant stomatal development

CHEN Liang & HOU SuiWen

Key Laboratory of Cell Activities and Stress Adaptations, Ministry of Education, School of Life Sciences, Lanzhou University, Lanzhou 730000, China

Stomata widely exist in the epidermis of plant shoot. They are the main passageway for gas exchange between plants
and the environment. Stomata regulate many physiological processes, such as photosynthesis and transpiration. The
protodermal cells undergo a series of stereotypical cell divisions and differentiation, and finally produce stomata. Several
transcription factors control the initiation, proliferation and differentiation of stomatal cells in different developmental
stages. The cell-cell communication, which is mediated by the ligand-receptor and MAPK cascade, ensures correct
stoamtal patterning. A few polarity proteins have been reported to direct the orientation of asymmetric cell divisions.
Additionally, plant hormones and environmental factors also influence stomatal development. All these factors together
build the molecular genetic network of stomatal development. In this review, we summarize the recent advances of the
network.
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