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Abstract : The physiological mechanism that low temperature injures the plants, the signal transduction
pathways in plants induced by low temperature, the structure of CBF and the corresponding CBF ex-
pression patterns, and the upstream signal transmitters of CBF, as well as the regulated downstream
genes by CBF in plant species, were discussed. It is found that the G-protein, IP;, Ca?t-dependent
CDPKs and the inducer of CBF expression 1 (ICE1) could be the up-regulators of CBF genes. Mean-
while, the expressions of down-regulated genes of CBF, such as the cold responsive genes (COR),
RD29A/LTI78 and KIN1, etc. were induced under cold stress condition. The potential values of im-
portant CBF genes and the genes regulated by CBF, such as afp, fad and des which maybe contribute
cold resistance in plants in the creation of cotton cultivars with cold resistance by transgenic approach
were evaluated.

Key words: low temperature; signal transduction system; CBF transcription factor; upstream and

downstream transmitters of CBF ;cotton

RBERAFEWERSTHERBIBIHER
HERT . IREREBSENEY R A FEER
tiE . BB, MYESKEBRHHEEER Y, &
WM T —ERZAERBRBRESHRE, ™
A —RIENRB KA, ARSI M:, AR
RBFER B ¥ YL AL BE ) IR FE o
TR bR Y X A R LIRS

W7 A 89 :2006-12-31

TEVR BT, o L 3R 98 B2 28 MR A 28 (R SRR 4%
ERRER . EEYERANERYSRESHSE
Berh, CBF K# 7R 7R B2 L3 KRR A
S IR ES A TR ERZRER T, EER
MYENARAREBERETFREEREM. &
FEALTT X, B T2 BB AR RRE
AR REMREREMN THRMGE ERYE, 5

EE®/N - EFx ©A982), 8 ,fEZM L, yunfei8437@163. com. * : &iAfEE » xiaokai@ hebau. edu. cn
E2HE - HEHHEL S ES ML B RP 4 (C2006000434)



13 Bz W .CBFERETNMRNEMRBRSHIIRLRE 305

ZEAEFRBHLE  EREKRERESR RER
AEINEE , SRR B AR R R A F B R . IR 2R
X AR B4 F B 2 THLEL W T4 R FRE
PIREIAR B, U AR BB R LR RAAE

1 1% 2 4 3 o 4G #

HEMYZARBHENRE, W5 eFE
(chilling injury, & KB X P K5 E) K E
(freezing injury, F TR B X EW G E) B M.
TEY ¥ & R O 0 AR SRR 2 , 40 B 5T 35 30t ook
8 BT 1k K PR E R B S, 4
JERG A IS B BR & B X Y M Hi ZERE ) B
REEEW, UEESAEY B4 RS A
MR RA, EBALRE 2 Mg, EBIK
B ARG MNBS TR ERA, B W48 =
BN RE, EREEME SR WS SR
FHERHNBRAZIER . HYEELEIIRR
BERER O'CLATT B R A=, 48 4y 4 4 BB YR B2 I T 0K
HERHAEEBEDZFAER P REKE, HRE
2218 T BE T, 430 B [r] B 48 i BE BRI A K 3 Se 45 0K
o AR L K BB AR L B K 2 S0, B4 B it
BEBLK , B B S5 MR IR, B O o6 1 A8 44 5 R R R R
T BB, fo 4 i iR AR L B K 4 [ B 45 0K 5 3 IR 4
BHRBG, = e REER=RT . BY
Xof TR 1B B9 HE A BE 7 A7 7E B 0 b 180 R 5% (] 9 352
AR, MER TAEMBX /NEBEFR
BABIERE S, RRIME S i R I oA B
RES,

2 REFFWEAIEEERRERA

EEBIRE Y SR Z KBRS R E
S T EE NGS5 EE, T4 HeE, G
R A BT G S 12 R SRR IR I 5 R IR K
K A% B 40 Ma B P 5 A TR e B 2R B A 2R3k,
FE B A R PN 5 AR TR GE L A AL R

WA 55 R G 4 Z PR B (two compo-
nent histidine kinase) J2 Jik 32 i 18 ¥ 3% B9 7 GE BE
EAZKZ—, PR KRR, 4105 4 2R
Hik33 #1411 5 41 & PR ¥ B8 DesK , B AH ) (K 1R S ML
HRPREERNAEHRELERRENES%
BT RSP LTI B4 A 4K
REMBECHXEE" B L REENFHNERFS
B ¥ A REdE— 2T,

ABAEBBHEBETHEEL - FHz—,
RIRFEHE T, ABA 4 5% H (ABA-BP) 5 ABA
GEEHRES, RRANGENREFSEETRY
EEFT, 740, KRBT BOE e B L 23 A
HZRERFRIMEMES ES, WEYERNEES
LY EF S ZEANGESE RN LM /e,
HEfEES4T ABAWTI. FEEVERFS AR
MfEBIR S 2GR EE, flu, KRESE
A R B M & AR e AR, Bl AR A R R Bk
BB LW RS Rk, B 5SBERBEMELHES
PRBE B, TOXT T4 M N 3 A SRR R AE
BAREEW,

A S S fh i B, Bk ABA Sb, B 1E
EHEE FHEYRE, %A (ROS),Ca,
1,4,5- =8B (IP,) %, ROS — S &
B S S 40 e o Ak, BSR4 B S S —
I, RN EAES YR SR ALY R LR
PR AN B8 ABA BT TR RARR
A, EZET ABA AEYWAR. S5 Ca ¥
ERERTHRARFESDY, C&F NEBA Y&
FAERISE A5 1, 0 B0k N Bt L A5 5 3 B 1Y 58
=R, BRI, 40 MEE R A 45, E T
Ca* M Ca™" EMIEH, EHEE FHEERZ
BURTHBANERES, ERBAEEEEY
Wil SMT . f My Ca® YRR, FIEETE
HIMAWEIER, IP;, 250 BNESHEIER
FLEB AR C 23 Ca MBS BIEE
B IE S C FE ik IP, &R, M4, AR E
B,IP, [t R T LA E 45 5 A Ca*
WA KRR, REMP RN Y EFESES
ERAAEBEHERANE R,

HAE 5B 5B A 1 T R = A R B
FEURTERE =Y ERNERE TR R,
Xiong ZUM I TR FHETHN =R HRAEF
B3%% :MAPK,CDPK,S0S3/SCaBP, {&RfES
B 2 R R &2 m T 1238, 8 350K R Kk 0 #%
FHETF BRI FE B EE IR R N5 R,
T PR P A S 2 R B R 3k, A M RS AR IR Y
BB 71, BFRRE, RNRE MR 5 & R FE B A #0128 |
LRTRE R R, B K R 5 B9 3 B Rk A A FB AR
WEphFEER., HP . MAPK R R FE>4
B R — e E ALK Y R ; CDPK #R2 £ 7= £ Tif B
FH3E A W R (n HVAL, CBF1 £4)0%0 ;1
SOS3/SCaBP R FERES SBE FEMEXEA



306 O E W 19 %

HXRZERERRE KB R H L # ik SOS2/PKS #
HAZ 545 CDPK R {EM. MAKP &
1 CDPK i f2 th A7 fE A E 5 AL i 7T BBV
YIRNERIRR SR SEE LA 1.

3 CBFXHEHRIH*R

BT wh K AAEHEF, CBF(Crepeat
binding factor) ¥ F B FHX KM Y IKIBFS5E
BHREEEERAMY., AXAEHEY B
CBF B RX R =MDy E R B 58, X LRI 3T i 4t
HREZ, MMENHARBELE D, ARKA,
CBF &8 T AP2/EREBP #% B FH k. &
JEWL B CBF1, CBF2 # CBF3, X 47 Bl $i #% Ay
DREB1b.DREBI1c¢ #1 DREB1la(Dehydration-Re-
sponsive Element Binding Factor) , e X E .
B 5 » Volker % X /3B i CBF4, MR T ¥ %A F
DREB W k. CBF ¥ 3 R 7 5 Bk iy L B 45 14 4%
EREEH— AP2 RFEH I, ZEHWEH X
2 60 MEEMRBREH N, FF ZN K HPATH 8-
. S5REERN LRSI FRE S, H
B BB 14 HEARNE 19 LBER
BERAF R DNA R EH s mER. Hi
B 19 UAERKR TN, TRERNT

AR
KR e
cEH, ».3]

> ABA
: v
IMAPK %% |<>(CDPK it

ICEI

FRY1, FRY2,HOS1, Los4%|->

S

CBF3| 3

b CBF.
»|CBF2

\ 4
lCORI%, COR47 RD29, KINI®]
v
EENE N
v

«

SFR6, ADA2, GCN5%{>]

B
H 1 {EEREMEEH T CBF 1 SHESEERE

Fig.1 The signal transduction pathways under low

temperature mediated by transcription factor
CBF in plants
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Table 1 The cloned CBF family members in different crops

1Y GenBank BR5 ERABEA
R AB007787 DREBIA
AB007788  DREBIB
AB007789  DREBIC
AB007790  DREB2A
AB007791  DREB2B
AY072421  DREB-like ¥ 5 H F
CAA18178 CBFl-like #EHETFER
CAB81358 CBFl-like 3 HFEH
T05800 RS T
NP181186 DREB#FZFHFEH
NP172723 DREB#ZFHETFEH
NP200012 DREB#ZFHEFEH
= AF370733 CBF-lke B
AF370734  CBF-like B
AF084185 DREBZEH
AF499031  CBF-like % [ CBF5
AF499032  CBF-like % |4 CBF7
AF499033  CBF-like Z [ CBF16
AF499034  CBF-like % |4 CBF17
#EBE BAC20183 DREBI-like 3 HFENH
BAC20184 DREBI-like 3 H FEH
BAC20185 DREBI-like 3 H FEH
WE  AAC14323 TSI
W AY034473 HFHETF CBF1
ms  AF370728  CBF-lke B
AF370729  CBF-like B
AF370730  CBF-like B
/N#E  AF376136  CBF-like B F

%3  AF298230  CBFl-like & [ BCBF1

AAK01089  CBF3-like & BCBF3
AF418204 CRT/DRE &4 EHTF 1
AF442489 CRT/DRE &4 EHTF 2
AF239616 CRT/DRE &4 E T
k%  AF243384 CRT/DRE 4 HEF
AF300972  OsDREBIB
AF300971  OsDREB2
AF300970  OsDREB1A
BAA90812 %X CBFI#EET
AF474899  HBHTREA
Exk  AF493799 DRELAEA 2 (dbf2)
AF493800 DRE £47E 1 1 (dbfl)

io¥ia DQ409060 GhDREBIL

KSR, 5 E #E— P K PIP,, “HEBENRF
BT 1,4, 5-Z B LEE (IPHY . I LA,
IP; B—F B IR, AEAMA N C BlLE,
Mk CDPK 55 ® 1%, HRAM, % IP; H
BKFEW A, RRFERFREER RD2A,
KIN2,RD22 iR K22 MH . RAMLT
MBI L G Bl RHFEE™Y IP; & CBF
EHELFEMEBREREYR, X fryl RAEBENH
FRY, FRY1 ER R T 1P, B, H7E
ABAER W EF AR AT, IP, W& EHKT
fryl RA{K, R FRY1 B2 5K IP, FIXE
#H,IP, %% FRY1 B H A, Bk FRYL %
E 4, FRY2, HOS1 % % K L & 1P, #3315
HF. E¥,FRY2 &5 FRY1 [R5 FMH
HF, AEETmE IP; MHETHRESWEE.
#rESF HOS1 4t — Mk RING 8 REH KR
HETHEZEZENBRR BAE3ZXEEH
(ubiquitin ligases) B9 T §E1*? , HOS1 R A k£
AR EFERN CBF LETHER WM EERE
3,

)k #i Ca?" iy CDPK, Ca!" B—FPEERN
BfEMH, KRBT, AN AEE Ca™ Eid45
EHEAAME,SIEBERE Ca® WEMM., X HEE
HRER, BT SBEE AN Ca®" ¥R E W BRat
B A Cat BEARAEEMEN L HEE BT
40, Cas15.Casl8 BN A YL e R EFE K RE
ZEE, R Y2 BB, R LK
BALFE 15 s A W 40 M R Ca™ /K % i 31 %
H™, CH' EERERTE C BREAH.CaM
(FERER) KB CaM BIEE fKH Ca* WEAH
i (CDPK), I RA S ERBTHEIELZSFFES W
BEEARE FAVTEALBNEE.25 ABA K
BEERMSAXA. S 5BEEN™EURE
ERAEESR, RSN, RE B
EEFEREMIERE THE N T #E, HERRY
B gAY A S E S Y R Al gk 32
BB REFE SN S RS mAE Fif—
R .

EH B B K& B CDPK, MAPK #I SOS3/
SCaBP Zf L EFSRET, S REF AN
Wy R By HoAEAE W 5% B IR 38 B B R A= M9 1 R4
W, CDPK &2 8 A fl SR H BT B 15 5@ B .
CDPKs B—RERBIMH N ZER/ BARED Y
B, G- B A 545 ¥ R (calmodulin) A1 8L B Th 8k
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.88 115 C HEESE AW EF FRIEH,
¥4 CDPKs B N3, 5 H SIS S e S
1) .28 Bk Ak (myristoyltion) 2 %, 7EHIEF IFE A
He, BRI 34 A FRERI CDPKs™, B R
B,2C B E B %8RB (AtPP2CA) B & B ¥
AtCDPK1 Xf HVAL IR 3 i 4 5 2 H R 5 M3
Rt FHH AtPP2CA T 882 /£ i F AtCDPK1
B N T B ER AL % B B SE B iR T RE Y
ERTTH.

(3)ICE1, ICE1(inducer of CBF expression
DEE#HFEE CBF XXM LIEES . ICEL #ig
4 — bHLH (basic helix-loop-helix) %5 # 15 .
B4 DNA 445 MYC.MYB(EH, M L
WREH#E T bHLH £ #3185 MYCR/MYBR 7T
HEE, 5% CBF £E MR KY, X CBF #H
e OE I VR R X SR AT R AR 43 A7 R I, CBF Rk &
A 5 3 F XA B AR AR F o ICEr1 (TTCA-
CACGTGACTOC) #1 ICEr2 (TCTAGA) (Induc-
tion of CBF expression region 1 or 2), 5% &
EEMFEXAG XS, ICEr fIRR/EHETHH
| 3¢ 13 5 % 8 9 AR TR A 7R 1812, 1 4 B X iR IR
EHERE MRS, WYEAHEFRERRE
AC4& 4 Fat, CBF S &R, (HX B EE R 18
@R, 14 d EH R{KJE CBF BEZER KK F,
AR N EERIK N B CBF 2R AR % 4 CER
MEEES:; —CRE.—ENRMKREE, Ff#
AR 2 X RR BRI E R HLH . Knight %
R, TERIEE IF H , 4K T {65 441 i &1 AR e P 0 465
T [0 R R A, O R Ca? WK BE Y 48 T R N
XYL RERE SRR EEER.

ICErl # A J3 3 7 ¥ #9 CACGTG [l X fF
F, 4 bZIP % H % #% (ABRE-binding factors)
WAL B T RF S dE ABA W R o,
RASH ICErL A EATHHER, AMUZ
Ca*" 251 CDPK 2R M4 2, B Z AL 51
ABA ¥, B CBF BiZi LIFfRSBERT
BEAR{URE CDPK — &, M FM R EMESRE
HWE, LA RRELSFSREMMYEXER, A
¥ CBF AKX, X ARF CBF KR A K
TR, ABA RNEE#ES CBF1,.CBF2,CBF3 #H
#2235, B CBF1.CBF2,CBF3 ¥ Ll s S5
BiETdE ABA R¥EE B #HTH,{X CBF4 EH
Z ¥ ABA MEEFES(E DS,

(4)LOS4, LOSt &2 CBF By L if &

A, % —A& A DEAD & RNA ##jE#§, X T
CBF AWM REHERH#AIEM, £ LOSI-1 RAEHK
S5 3 R Bt 4l A O M R R CBF % %32 B HI 55
BREEREY

5 CBFREHTIHHERE

CBF5ETHEEHARB3IFX &FA B CCGAC
BLFI & —44. €45, ERREMEYL MW
MERMBIFEREAEELFI,. W
COR15a"% , COR78/RD29A/ LTI78%%, KIN1*4
%, WREMBEFE -HERN CBF A TX
WM R GhDREB1L MR R, ZEH wmHE
HIEEARSMEESE S CCGAC B FEHE — 4451
BN HE 4 E ok WL CBF # %R F1E
ARTHEERMHRE, X2 HBT CBF #xH
FEANTIHREMER. &4 ,% CBF/EAKT
WRRABFRL COR REB L. HI LM, COR
3 R G B A 28 1 BT 4 51 R B RO T I S R 4
KB Y R R 2 R Rk, 7 10 3% fin ml v o , g
BB A RSN S & SRR
e, 34, COR EFH RK M358 , &R . 75
KRR AKE LT, MR EAEA w25,
AR B BRK S LXK ARG ENE RS . A
R R, B Z B KGR IKR A, KRS
BHRRKENRK, BEERERDNERS T2
454, AR R =M B &M, T COR15a #
BEHFHEKE LEA 5 LEA KXEZ K Lea KiK.,
WA MR A T K B9 88 77 s H COR15qa i E B
RB—MEKEK, BF o BEFEKX, 86T
S, BT HIRTE N PR £ IR R M SR B R Y
549, B 1L KRR T MR R GS M  EDS

ER BN EYEMFLEEE T COR FIE
BIZE A, CATIV , fE/h & WCS120 # H K8 31
FH &I AEA CRT/DRE £ 57 ¥ 3
CCGACH", #EF i+, &R #UEIF CBF1
HEE,FATUUETE CAT1 AWM RR, HHHEER
AR IR E B B E. Kirsten 08 %
B EZEPFEEAFLE CBF AN RR, L E
TS5 COR15a HRHAHM AL HTER
Bnll5, 7 3% 2 4 R B R A I BS ¥ CBF #
A, tw] DR A vk R B A Bt

xf B RE B BF 9 R R, #£ CBF ¥03& T il COR
AP IEF,CBF5COR AN B T4 4,
FEHBE44WMSY5. I CBF1 ¥ CRT/DRE
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TCHFEIBE T BT ADA fl SAGA Ak =
MREH S, HER L B B W (HAT) Gen5. 5
FEME N Ada2 M Ada3™, FIRE, 7E IR IF
#,CBF % COR M¥ W ®HEX BB A TH
% 5,CBF1 ¥ g ¥& B 77 LA 5 #1 ¥ IF GCN5
M ADAZ ZE H R4 B /E. Heather 0 %,
CBF ZHMHEE S5 CRT/DRE T4 4 MWEA,
S5 DNARNSGE LIRS, FEEREHBET
21,

*2 CBFEFREFRAENTHENER

Table 2 The downstream genes regulated by

transcription factor CBF

GenBank

ZEH - #HE ek
RD?29/LTIT8/CORIS DI13044 XK .BREAFTER
CORI15a U01377 #HEBER
KIN2/COR6.6  X55053 WHFEA
ERDI10 D17714 LEAZERH
KIN1 X51474 BERER
RD17/COR47  AB004872 LEAEH
FL3-5A3 AB044404 B ERERA
FL5-77 AB050556 3 E 1LY eI T+ TPX1
FL5-94 AB050561 45 B L Hg
FL3-27 AB044405 ¥REBRE AN TREY
FL5-2122 AB046991 DCI. 2 [[iEY
ERD4 AB039928 WiRLBKHEEE H,ERDL A

Bk COR B W & 4, RD29A/LTI7T8Y,
KIN1P R 53 b — S K08 Mhia 15 S i LB I P 4
AERFIER, TEILER.ERE.BE .S
B ONE R ERMER T, WA E THR
RBRESFERE, W KREWN HVAL blrd, blrl4,
blt63.61r101 1 bit801; BTE W caslb.casl? .Msa-
ciA UK DR E ci2l Y, BFREAR, LR
BRRNERLZ A MBREBESSFEO R L,
5REEYNTHAEREATEEEMENXR, &
S AXBAERBAESFERRRERER LAR
ERHREDSNHE, AL, CBF %% HF
GhDREBIL Z X KR A WEM THERE M A
B

6 WERZ

6.1 B ZEEAMYUEIT L. BXEHRZ
RRFES MEMENRKERS % SERCEM
SRR T ENE KRENSRESFEY L,
ARBEESHFFRIERLTERNKERS

e R B e TP R RS, EIR TR
I A0 TR 2 B BE AR 7B IR 1R 5 3% Sl B B BT
RETHEMENBENSE,

6.2 CBF &N SMEZEYRNKEBRFESESP
BRAEZEMFEH. RARARD TEDERR, RE
W B AR ZE M f CBF %% 5% B 7 R A 5L 50
BT &R AR RERE, UK ETWHRREELR
HILRA MY CBF BN FMANRKEBFSESR
PR, X T4 R R R R R AR IR B o
THHAFEERXL.

6.3 MRXHFL CBF ERAZFKERA , ol HF
TR W 2 D9 2R 0 3 5 L AH BRI U1K R BB 1 153
HEY, RASER ARG TRER R GUEEY
SARAE TR R . Bk, E T A E R TR
M EEEMRATES SRE LS, ERES
BRI R R E R AAE
EIREAMAER CBF £H , AR AR EERMN
MAEH LA, WA RIS CBF #RZRTH
BEFRAKRREIEEDENR, W afp. fad,
desA FER X TR EMR LRSS W EHE
A e DL L
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