YA E 2R Plant Physiology Journal 2017, 53 (6): 925932  doi: 10.13592/j.cnki.pp;j.2016.0528 925

EREESFLEIET PRI R AR
i Ex, B, TRA, FFH, aRE
RS AR B e A B 5 R TR0 %, 6130062

FEEE: th e o 5B W D RRE T T AR F AT b KRB ALK S X M. 2 ARIAREEVOAA LR T
P 64— SR T MR, ALK BT A RAE AR i F (R T A S AT MR a9 R, A — ik oy & a9 1E
A, AXLBE Gk Tmiet BENESR. BRE. AR EEMA AT A @Ief Rk T aeXi et T 2087 ERE
ERImiet g E&FRATER. S TRIMIR—E5 R XS RAGEE, QiEHDEER TBEERERE . #B7F
AR R KRR . EAEF R EAERSE B AR — S CRHAFIRA R, @it o TR e b X 48 XK F 49

T RE T e VA B RAE A AILE T 694 ), it — 3 1) AR T dm BRSO BOR R R ASUIE ) P a9 AR VR AR A I,

KR AIFUE B); AR T amfit; BRARGH B

I 2% T 1 AL A EH 2 O T2 40 B 4 Rl i LR
Ghi), AN ST K B EMAR
R R ETE . AL R AR 2 A AL
D0 DR TL2H i P 7K 35 () A8 AR 35 1 1Y), FE532 RAE
SAAMERAS SR BT AL, A AEH
AR A B R AT DL E R AL LA AR 4k, H
ST AL ] P W R 4 B R A 35 2% A4 G T 2 e A< AL
BN D, iR mEMAE KRR E
ik R 7K oy ) P 2 B 2 ST T T I ) 3 2 R
(Lawson%$2014). | H IARIE AL 5 E BOAR X/ T
90 A O SE R AT I A, FEAE BT R A 4T
[ BB H BRN H 7 1(Antunes%5:2012; Kelly%E
2013; fi5225552016). DARTIR 2 MW FE 48K 2
£ FKE A AL IR I A I 4E A DL R AR T4 e
ABATE 5 B AL 3 (AR M A52016) . {HZXS
TR T2 M A 7 T ) — 2 ] A AR N AR
o BB AR R DA RERE . JEm Al =
Pt H 1 B8 i 2 S FL i 3l 1 R 5 vl o B R
(Daloso%$2015; Horrer%:2016; McLachlan%$2016),
T HLJ5E 04 o e b (0 AR SR AE S SLOC P F bl o B
LEEH (Kang#52007a) . 2 H #7y 1k, %74
12 3l 4% 7 THE A VF 2 ) @A it — Pk sk,
Bl da: i ] 4 P P 48 e s el £ 1 4 L 2
Tt 2O D40 AT i 4 B AR AN A 2 DA
FHL 900 85 2H 23 75 O T AU rh 2 ] 23 A 1 2
1R B0 R AR 5 F1C,/ 5t K 18 (crassykacean acid me-
tabolism, CAM)ZH LA 2 18] [k R 2 di A
S = A )RR, DR A R 2R SCAE IR 7 AR I R
B B HH OB S AR A FH = A R B T DR T4 A 3R
V%) 2B AN DT R AT 2 A 3 3 B I 2 ] 3 i

BB R I DL R O T 200 e e A g T PR A
HHAT T 45k
1 EREAMRIZHEBEN—FMSE TR —1
HEMKIERE

KAEN— P& Y AR R DA A 3R
Sl fEAFESFAIAKFNEES, BT
BEAE IBE V)5 R RE T T R B ROORE
7 H Fr(Outlaw fliManchester 1979). Zeiger & H:[f]
FHAEKRI A R DA R AR R AT B IE N
PN B (Talbott I Zeiger 1996): 45— Bt (5 Ey
BOR EIFE OB, {4 B4R R R ETF, o
M3 h Ja, P UMK iRk BRI Bl i, 2 Ja ok
BA, Bl KR R B, RERE 0 & =7 IR TL4H
H N 5 B B (R A B BO I ARFAE 2 O 40 fifg
FERERIA R TK e AR A IR 5] B ALk
AT KBS, KRR SORITAR 3R o2 AL PR I
TR BT R, EAR DA RE K AR R
WK, BEK TR, BEEIZHTN B DGR (R
PaMBESR, Fims 55K REE. 2R
WA UEHE R B, SERERT, K3 BT i 007535 5k
VRASJE DA 2 R T4 i 05 358 A0 1) 75 SR (T B A
2£2000). PE A P ) K 1 401 77 Cs CL BH W
Tr) K I 3 A7 1 BN [ K I 3 2 R T ER ki cless R
AR AN BE BHL L (1 6 AN 6 5 S ALK T B BE
(Ichida%$1997; Lebaudy%$2008). H Fiii&AHIiE /&

ks 2016-1220  fEE  2017-04-24
B EFEAWRIE (2016YFD0300301-03) A1 K 24 G135 1]
MV 52B6 5 H (201582124212015821269).
* HEF (E-mail: wishi@jlu.edu.cn).
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WRFf 531 AT A 3232 PR 15 P i A S LR I 1
5K FFR, Kk fEkincless AR, T4k
J N B A LRI 1) F A B & AT T A B
TN OR AR AL . A, AR
T FE B U AR A0 PR A D REAR KAR BE AR T
FE B 9535 1 4T R P (Daloso%:2016b; Kelly2%
2013) i oA f T2 B JRE AR P94 P AT e AR
JRE W TE R T 41 B ARG TR T A RS B P 1) O
R FASE T 1% 54 b S S B R R &, mTLLiE A
R P b, A RE R, RATREAERATT
iR O T AT DA K SIS Bl (1 PR S kR
EHEE.
2 R EYBREP A ERTERI AR TR

TERZHEY b, BEREE R AR b
BEBEAR A SAE S . R EER
7R R W 22 400 B T as B B P A 43 DL R 2K
WIS BME DA (Lug1997) . PR R 4 2
T 9% A 0 B i 22 (Wille fll Lucas 1984), filf L 4t
A5 V8] FRY FEE P00 N T2 400 it R o i T2 44 o
PR R AR -H P R 1 R B PR AN P RE e A (in-
vertase) " FEME LA N CFE, i CpE-H P [A $ia
WEGZ IR DA . MR BAREHER @I H -
) S A B R A 2 B s i B IR Lan
DR b 72 37 R 3R N £ T 40 i 85 2 7 2 R X A TR
FEREHE LR 20 B L B o0 F 2

B Tk XoF 401 R R T R I PR 200 B ) B SR 4
S LI BT R IR, — L G B R AR LB 1) % ds A

HE R Of TLG0 0 oo v B 3Tk (R 1): REME-H P [ %
G R2FL K (Sucrose-H symporter 2, SUC2) (Bauer%s
2013), |G 1B EE 44 B bl -H o) 7] 4% s A4
H:[K (suppressor of G protein beta 1, SGBI) (Bates%s
2012), ViR AR IE K (sugar tansporter 1, STPI)
(LeonhardtZ5:2004), ¥i¥E iz 1K 43E K (sugar tansporter
4, STP4), Wi¥E a1k 133K (sugar tansporter 13,
MSST), % BE-6-1 R -H ' [ 125 5 5% 32 vk B A
(glucose-6-phosphate-H ‘antiporter transmembrane
transporter, GPTI)F14/MB 2 I pE L bl s izt A
(Atlg67300. Atlg05030. At2g48020F1At1g08900)
(Leonhardt?5$2004). i HSTPIFISTP45 CLE iz
RFE R (At1g67300)5Z ABA T, FEABALLFE T,
STPIMSTP4FER A T, 1 CRE s (AL
(Atlg67300)FK 1A L ifi(Wangd52011). AtSTPIAMY
ZABAYAT, T HAS R (B R IE A 2 5, £ %7
I Ok LA AeSTP () 305 3 B e, {H 2 AE
Hh 2P I HL e Ak BRI 2 A2 1 0 (Stadlerd$2003), iX
A YT O A0 A AP R & & ZE AR R (Talbott Al Zei-
ger 1996). XLESLIGR Y], STP U R DA
B s B AR AE B RS SR H], HE 3%
DIfe e P 7E IR B B o bR T Ok TR 40 Jf A2 R 3
Hor % A (1) 3 AR IR (Horrer452016), £ B HE T,
STP1 =il VEAR AT e 2 A7 Bl T8 K AL S ik AR 2
Y. PAJS AT LS S R N, Al STP 1 R AR fR T2
Y L — VR R A, KRBT FTSTP 1AL R 40 i o ox
ORI R IMPEH .

R R PARML b EERIB KIS R s 1
Table 1 Highly expressed guard cell sugar transporters

BN G5 HABK iR ABA R 225 SR

Atlgl1260 Pl 2441 (STP1) R 1405 JECHL P ) 3 A ! Leonhardt#2004; Wang%52011;
Bates£2012; Bauer45$2013

At3g19930 Pl iz 1k4 (STP4) R 1405 JECHL P ) 3 A ! Leonhardt#2004; Wang%52011;
Bates%:2012

Atlg67300 BE i Ul B 1k iz OfiR A 1 Wang242011; Bates®52012;
Bauer£5:2013

At1g79820 G2 A1 A T (SGB1) WK AL A Wi EEH iy IR 5 32 - Bates252012; Bauer452013

At5g54800 B R -6- T R 6 12 140 (GPT1) 945 5L 14070 T - 6- Tl B I TR S5 1B A - Bates%2012; Bauer52013

At1g22710 HEHE-H W) M52 442 (SUC2) HEHE-H Py [F) 512 44 - BauerZ2013

At1g05030 BGE F R R G A Loy RN - Leonhardt242004

At2g48020 BE i B SiEhE - Leonhardt242004

At1g08900 BE i B B b - Leonhardt242004

At5226340 PEEEIZE 113 (MSS]) e o VT B P R s ik - Leonhardt242004

b TR 12 TR — Bk
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3 RIUAEPEERRIE
3.1 RIEMPEAESIERAESEEREERE
BEIRR AR S A e B A E R E DL
S REBE P 75 (P BB (Lawson 2009), {H 2 f&
TP AMAELLE T CO, B A A A 4 B (Gotow 5§
1988). [AIt, Fr T it A% i b - 1,5- — B FR
AL/ 0% B (ribulose-1,5-biphosphate carboxylase/
oxygenase, Rubisco) K [& /g —EALBRIRE /1, /275
R ZMEELHEESRENTR—H
R E AT W A @, [R5 P 4n i A L,
P T 5 5D B /NI 2344, JF H Rubisco
HIUR FE ARG (Vavasseur fllRaghavendra 2005). %
T RIREFEUE B, ff T 40 i B8 38 1 Rubisco A L I
Fiet =X 79 1 1% #2 14 8 (phosphoenol-pyruvate carboxy-
lase, PEPC)H 2% i& 12 [ & — A4k ik (Daloso%52015).
[F) B AR A R 15 2 B B AR OR A M R i 2 35 1 &5 1
2 FE AL S E R (K (Azoulay-Shemerds
2015), X ubsh AR IE i SRR b ) AR 0
B 7= A6 (1) ATP/NADPH £ TL40 i 1) Th g 2
WETMN . FSL b, BTN AR AN ZR R AR
H 7724 ATPfE & 41 (Shimazakifll Zeiger 1985), -4
R [P) HE A% 8 B e 0 OR R4 P 3RA5 ATPIY 55 — A
fit & ok Ji (Vavasseur fllRaghavendra 2005), J H.i%
B A BATPAE HOLTE 5 )ALk TR b 2
D7 1 (Suetsugudi2014). Kk, #E—PuEsct &

YER RIS A SRR DA RS I Thse 2 0 H
. RE R Y AL E I Rubisco fIPEPCH 5% &
1R [ 8 A AR, (2 TR AR I A% 77 AR 1D TR B T
MR B R IR AN 45 10 ELAR T4 B 7= A 1 e b
P PR 7 A PR R A o N B R 4 B 3 2 TRV )
ECA 0 ANTE A o 1) FH e 22k TR 1 7 vk i e A P A
2 BN R T4 B A RE R 2 B BV BE D A ok
T UL R FLAE S AL B A R B8 B

W AR AR AR G L R INPEPC . Tl R M i =X
75 T 1% ¥ i (phosphoenol-pyruvate carboxyki-
nase) &= K PCK . i Jii 3¢ A i F2 B (cytosolic ma-
late dehydrogenase)J& [ MDH 155 AF {3 P40 il %
KB (RR2), PR, PR TEZ0 i o ) 0 ] R
TR R AR A H R I SR IR AR AR I A
X P 40 i A R 8RR S RE R ) TR v AN TS AR, AT)
T SRIGUEBH o Blfs i AR RT3 sk T R I ol e —
P (pyruvate orthophosphate dikinase, PPDK) % E
b5 S5 AE A, PPDKUE 75 102 55 1 775 R T 20 o 7 4%
f 2 B b AN 4 (Eastmond%52015) . i i % s ik
K4 250 #T, R ILPPDKAATAE TR T4, JF
HLE A R0 A Ak 3 R0k B R A B 35 (Bates 5§
2012; Wang%52011). {H2& 540 s tk, PPDK
FE AR T4 B o B R0 A 24 I, DR] b 4 0 O 1240 A
Al fE 32 B I A FH PCKAE A 3= B b 55 A A
B

2 R LA B C b e B PR ARE S 2B A PR SR 3k (R

Table 2 C, marker and gluconeogenesis-related genes in guard cells

LR G fity g S GCHIffFRIA SCik
At3g14940,  BERRIGEE NI RR AL EF(PEPC) il R IAAE NN .~ PEP+HCO, — GCHm®RIE  Bauer%2013;
At2g42600 MR ALIE 2 CO,, TR OAA+PI Leonhardt?42004

T 2R
At4g37870  THERIGEE N EARRIMEG(PCKL) LS LR TR RUERR  OAA—PEP+CO, GCH'&FKIA  Leonhardt®5$2004;
I g 2 P e PR ABALLFE I Wang%:2011; Bates%s
2012; Bauer442013
At4g15530  PFHERBERR —E(PPDK) AR 58 IR Pyr—PEP HEBEFIABAAL  WangZ82011; Bates2s
i 2 TR R R R 2012
At5g43330  Ju BRSPS RR M SU K (cMDH) TEMRS PSR Mal>OAA GCHmi#iA  Bates#2012
NE 1R
At1g53240  ZRRLARE HER I SUBE(mMDH) TERRA SRR Malo>OAA GCHE#IA  Leonhardt®2004;
AT LR ABAZEL R Wang#52011
At3g52720.  TRIEREFEF(CA) E4LCO, M HCO; 2 8] HCO, «+>CO, GCHEFRiA  Leonhardt®52004
At2g28210. AR HL AL

Atlg70410
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3.2 IR D YBAEIE M BERR = B NE

R T 24 I A T A D R A R O 1 22 R
[F) =47, 3K e = ) AT AR Sy JRE B A B AR IR
kg AR b, AR AN e R AR IR hz Y
R TR A AR A, U B AR R BB P AE i %
W) IR s R T4 ) K A 3 T R Y ARCAL IR R O
(Horrer$2016). WOGFMT, WM EMEES
SER BRI A A 2%, COIE B 3E R AE N 111
YU FEAFLis s B 2R EH (Ogawa
£51978). il % WETE IR AL 7 B K ALK pgm (phospho-
glucomutase)™ B4 55 W 615 T I SSLIKIT, Tipgm
AR T2 e S 4 e By AR 2R AR AR (Caspar
251985). B2, SWTHLL, TEN B INACIHE
W W Fpgm RARES ALK IS, KR
T L R PR B T e 2 B SRR, an i
SERER, VBN ALIK T BB B A R P
(Lascéve52010). fifr, Horrer2(2016) i\ Ny, 715
ALK TF I R b, DR T4 b 40 11 B
fiEs A M SR AU, FH TS SRR I S A, 1 H A
PR IUERD T Be F KA BUSEAR AN AR R o

R T 20 B A G A A AR A P e ) AR o
BT GRS (8] DB & S AN e b
(A R ATE AR . 55— J7 1, ¥ 5L B AH OC I i DX 72
TR TL20 M b 1) 200K =F FE R R (BR3), Mg b AN i
FENE-6-TE R AEABATS 7 ALK PG St E i
T {E FH (Van Houtte%52013), {H 2, 1XLLACi =4 2

T2 5IATR T4 e b B AR e A i k. R
AP ) P S M AR A DG 1 S AR BV R S S ALIE
2 AR R ) 7K 431 FH 26 07 T B 3 AR 0 R

— AN R P B 5 R T R B B
WA, AR, P A AR 20— A 5)
JUAS KR, M E, F EARRiE s ms
AN EIRIE(Gao%52005; Li%s2013), Fedi1iE, #4
W P9 IR AN S P A AR N 1DV AR Th RE S AL,
Z 541 A V(S S RE . AR TEIE R KL A
AR A 20 . 5 e 2 1) A7 7R 3 2 D) (R B R (Cho %%
2011; Stettlers$2009). #ix, WangflILiu (2013)#f
FORIANNL A WS S50 F ek iR e . 84,
R T4 i 2R D G R A 75 A AT e A i
WA e A28 VR VL P O A I AR T 7 A TR W G 050 B
(fRIE, Fedt— DB SRR AT IX T TH R R -
3.3 MrAZERERETE M N R 2400

B T SALAE N6 & A F T4 51 COL it A HE
VIR 58— T8 B B, DRIk, S ALissh S E 1R 2
[ SRAFAE BB I R o JRERE AR OR 1240 i A it
PR 2 T) 1) — AN i R 7 1R 2SI R4, R
F TR 25 CO,HE L5 H 4, A 7E (7 1400 P fr) i
Ak 75 ] A RS B 5 TS 1 0 B B A7 7E (Lu %6
1997). 17 J8% A 75 PR TL20 ff o 4 b 1) F R (Lu%g:
1995), 838 75 ff T kA A4 T (Kelly 55
2013; Lugassi®$2015) 0] 15 S4E =6 A il % AL
G o IR e gE SR, TR A1 Ak v RE B 132 i

R3 DR AR g R AA ) R WA B W AT O 2

Table 3 Highly expressed genes of sucrose and trehalose metabolism in guard cells

B K G5 fifg Ihik ABAR N EE BTN
REREAR U
At4g02280  JERE G A3 (SUS3) A 5T REE 1) BOR F ff 1T WangZ2011; Bates%:2012; Bauer%52013
AB3gl7130  FALEE(INV) TP TRE W 7 A 1 2 R —  LeonhardtZ2004; WangZ£2011; Bates££2012;
At362820 ) —  Bauer%2013
At4g25260 !
At3g05820 1
At5gl1110 HEPERE R & IS 2F (SPS2F) 2 5 MR 1 WangZ5:2011; Bates?$2012; Bauer%:2013
AR
At1g78580  MFFEMEEER O EF(TPST) PAUDP-%] 4 4 F1 5] 4 H -6- T 1R —  Bates®:2012; Bauer452013; Leonhardt22004
DAL 7 A R -6- TR IR
At4g22590  MEEEMEREIR L BERAEEG (TPPG)  fd0fg e bE-6-E R 48 Yoy J b —  Bates®$2012; Bauer%$2013
At4gl2430  GEERERERR (L BERREEE (TPPF)  fd0Mg EbE-6-BE R 1% 48 Yoy Fibi | Bates252012; Bauer4$2013
At4g24040  JFIEREEG1 (TRED) AT N A Dy T R —  Bates252012; Bauer2$2013; Leonhardt4£2004

LR 1 T - B A
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PR TL20 B AEAS 2 A3, 102 K38 4 Sk U TR 2
I o JE L ) e R AT . B U, SRR VR T I A 4T TR
LR TL20 P 53 Ak isk 5 AR 88 1 e H 0 7 3 AL IR K
P — AR RN . R, P YR K A A P
WEE(C) S FEBR AN 55 0] e AF NS S M i AE
AR RGN i 2 () S BE R A . i A PR R
PRAR A R R 22 T e O R TN — L 2 1
BRI PE, WM S — 28 SERR S
T+ NOy . CI'v KOHIAhi, #—D ALK
Mo HiE, BUEREA IEE RSB ERR—
FE, W PR2H BRI 4 16 R 7E 5 3 R AL o i AR
A BT 14N (Hedrich M Marten 1993).

I st A5 VR 22 UE 48 2% BH B 4R 1) OR 40 e R
XA FURIE ISR . ST E . CO, MO E 4%
PR N (ZeigerfTHepler 1977). i R K HA
CSCP A R PR 4 B 1D O B B 0 xR fLaE Bl Ui
A K K5 (Easlon&52015), 2 B M- PRI 20 i 21 {7
Y BAE B AT A AR A E . TF
BE, SRR R R, MLtk A
Wi, BRI, C5C7E I PRI 4T A e b S Al 458 L a7
FSE R R AR S FLE s A R KR Rm .

4 HRAERERNFEEESFLSAERERIER

JREWE (009 FEALL T 2 e 42 e 6 1 FH AN 28 s 1
(B BER Y . LuZ5(1995)ilE B 24 < AL T B ik 31 %
ORI, R T2 6 5 4 A v AL B P R R T 4 38 1
Ve . ERAREMEVR AR AL 5 e S L T AL
EANTE HE, A AATFE 0, R 1 o e — A%
A B AE BT 6 & 1 AL 2 (Kang 5%
2007a). PRI A= AR B RRE B R IE I R 2
RG0S i B IR TG M o AR 8], 1R — R i
AT 5 T R AL IE B (Kang &62007b) . I
A 200 A A 905 4D TRE B 0 N AR T2 40 AR IR 5 R FL % P
M EIABAS 5 i&1%, F HAKH T O W ES (hexoki-
nase, HXK) )75 7 (Kelly%252013) .

UEAEE BA, 100 mmol-L™ ff) EEWE 5 5 < FLIC A
WK B HXK S TEAMABAS S22 — B AL A
(nitric oxide, NO)TELR DANAEIIFN R o N A 80 B+
TEIE(KSTOEFE M JE 3 T2 — N ER D4l &—
YeZRIk I8 B BT, B HXK TR B T %8 3T 1
N, E N TT . AR AR DA, SRR
FE DR b 2R LU 7 1) B A T T 4% 5 52 B BB FIABA T

SR LK (Kelly%$2013; LugassiZ2015). X
S K 1 2 T R B ALK 1 T R AR R — P e i 6
BT 7S AL HE FALH] (Kelly%52013).
Outlaw 2 . [R FBHENILE = 6 S F T, RERE AR
KATRIE A — R RILFEE S T (Kangss
2007a). AT 2 PR 200 R P AR R R BRI FE AR
e L 2 0 o 28 A1 v T, I DAY i A ) R W AE
BEN ) B B 40 M 2w REBE 2K R IR L s IR D
Y1 i 57 A M 2 B] (KangZ52007a) . T4, R 72 5
AMETR R, B0 BLH0E N IR A0, B33 w4t i
FAGBG AT R AR« 3X — B B8 7E R IR AN 52 PR 1 B B
AR IR, B—FOCAIERMSILE R %
B PRI 38 7K 43 ) FH 2803 1) B AR 1 AL

B H HA AN TE 2 AT 2R E TS
SALRH . ANFFAERK T, 76 CR T 40 M i
Ji R B R R B TR B £ 40~110 mmol- L™, 7£
JFAMA 22 B (=150 mmol-L™) (Lu%1997). R4
XEE(E B, THERERE R B AR B, 1T B Out-
law S G [R] 35060 T FEE A B2 i) T H B R Re VP AN I
A F0245% LL E(Kang®2007a) . 1 HEREHE LR T
Y1 Hf 3= L8 I RS A, X R IS PR TR A R
JZ £ %]40 mmol- L™ i 7 REIL B A [R 0k, JEE A
HENCR T4 M 1) 3l 7 2E R AT 75 7 S A A P AT
UE B, AH & TE 5 A Ak 2 18] v B3R ) v B R B
(=150 mmol-L™")iE A\ A T4 i ffa J55 3k 11 175 5 S AL
KHRATREM o AE N — AR, A Ek
VEE NS AL RN —FME 540, TR0 AMAZS )18
TR P AE AR, SR R R X —
B, DLRAELR AN P 5 S ABATS 55 Sl .

B MR KB EEREA . 2B UA
AN ERESE: ()5 PG RAR B, 4R P g b
35 TR VR R AE G BE DR 1) = P e v (2) TE UL e T i v
WG AR Ak e 1HR, A e $UE i 50 A0 40 A2 o 0 60 0,
TR FIABA WA GE 75 F 1% R AR S AL K ] (Van
HoutteZ$2013), Hytbm] WL, AN EHE, DL A H
HXKA 5 PR A A FH A 7E S FLIZ 3 7 TH e 45
TAER, LLG 0 AR & i — B i 5t i 22 2
LR 2 [ERE B LA . ST RERE . g Sl Fl e
T AR 18] 552 I 2R (Maartins552013), 3X £E A3
YR AE R A0 B AR 2R VR 0 3 71 SRR 2o
AL R TR A B A A
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5 ERAEBENFSSIKAPHN—NEZEA
HLl

L SR R TS AL P BAE F AU 9 A
—FhBE WY, IR R DA R A R
/b B ) REBERS B A AL ALAR e 4 DL SRR R AL =
FE o AHR, 75Ok T 40 M b ok e b L — PR 2R AR il
TR I H e I SFL 5 B, AL S e SR e = ) i
PN S HE = A RAS—E(Daloso%5:2016a), LR E
BB I 3 VR A AR S UG I <AL 5 2 (Antunes &5
2012). IXELsh B B NS AL OR ARG 2L
SRIF R IE H EZERAF MR E T A B E Y
Ji1, 1X 5 1E R A0 R 0SS Rl 3 AN AL Bl ) v
FEFRIE R — 3. SR, A5 OR T 20 o feE A ) AR R
B PR AR B D RE IS ANIE 4, RUONAEAR N I8 1 A $2.31
— AN B IE I 5 VR A A Ok A A A, X2
PEAGHE— BB T — AR A

FEJCHEN 115 S ALK IT R A2 v, e R
B A2 A B AR AT IR WV FE S o I C T
A7 Zhrid iR B UE BHHCO, 1 Rk 5 38 HT R 1) & %
IR R AH OC, R 2 5 R W A 1N TR B 1) B A e
FHIK(Daloso®52016a). [tz Ak, Ji b 1 B gt ]
RE A VLR 1) & 2 A ik 1 22 (Daloso%52015)
TEE KA o, R B i E S R R 52 3
B2 CHUHE i (Daloso%2015), K 4 H Bl &
W INATPR 53K, B MG NSE SRR R R, 13 R
i ] DA fig 9 E RV R A KT PUES T (Hedrich
FiMarten 1993), B3 1EA—AME 5 70 F B0 0
Jii _F 1 Cl %12 44 (aluminium-activated malate trans-
porter 9, ALMT9) (De Angeli%$2013), o & & 3
Ho 2, XL I AR B R ) A A R R
AR BRI AME UL B8 R S AL TR T ik FE
PR TL4H i A R = 1 75 AN A 1) 75 K, (EE ik —
S TE A Py P CRR A R EBE SRAE S

PR 40 B R B 1 2R AE 15 3 ALK T (Daloso
SE2015) AT AL < I (Kelly552013) i m] 11 09— Fif
HE RIS il 25 SRR, A IR L4
Ji A i R IE HXKAEAR O G s Al s 65 R AR IR B
T I FIIG 1) 25 J18 1 2R (Lugassi®f2015) . X dbgd
5 RERE IR 5 LRI AN G F AR A — B
(DalosoZ52016b; KellyZ5:2013). HENHXK A &
% T 41 B 7 R A B AN S AL IS Bl 2 i) — AN B

AL SR P (1 2 R 2 B R
PR 855 RO HX KR U 5 S AL 3 T 5
6 ik

EARAFLAH 5 T (R R1R B8 2 18 A% BTN 5
T BT B AR N T B, (B, — SRS Y i)
R T P F A P AR LA R O T 20 A X A 85
S5 7 FR A AR AT Y 5 1 ANIE A o DR L4 o R
BRI R — A R 2% 1 R, S5 30T R T S0
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Recent advances on the functions of sucrose in stomatal movement regulation
ZHANG Yu-Bin, XUE Ren, WANG Yi-Jie, LI Qing, SHI Wu-Liang*

Jilin Province Engineering Laboratory of Plant Genetic Improvement, Plant Science Academy, Jilin University, Changchun
130062, China

Abstract: Regulation of stomatal movement involves reversible changes in the concentration of osmolytes in
guard cells. It is well known that sucrose has an osmolytic role in guard cells. However, except for osmolytic
role, recent studies indicate that sucrose may possess other roles in guard cells. Here, we emphasized the vari-
ous roles of sucrose in guard cell regulation, including the synthesis, accumulation, and degradation of sucrose,
and summarized some genes encoding sucrose and hexose transporters and genes involved in sucrose and treha-
lose metabolism in guard cells. We analyzed the possible roles of these genes between guard cell function and
stomatal movement, and provided further understanding of both guard cell metabolism and stomatal movement
regulation.
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