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The roles of the Arabidopsis R2R3-MYB transcription factors

in the stress responses
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Shandong University, Jinan 250100, China)

Abstract: MYB transcription factors comprise one of the largest Arabidopsis families characterized by the
conserved MYB DNA-binding domain. MYB proteins can be classified into three subfamilies: R1/2-MYB,
R2R3-MYB and R1R2R3-MYB. The R2R3 subfamily with two adjacent MYB domains contains the largest number
of MYB genes, which plays various roles in many aspects, such as secondary metabolism, cell morphogenesis,
stress responses, meristem formation and the cell cycle and so on. Recently, the roles of R2R3-MYB in the stress
responses have been extensively studied. In thisreview, the applications and progresses about the Arabidopsis
R2R3-MYB proteins in plant stress responses were discussed.
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FERR RS, 23523 () G50 s s KA o R T
R2R3-MYB ¥ K r 2t # H i 2 (1 —38
MYBHEHA™, Huj, EMETThCaRIT 126 4
R2R3-MYB i1, LLN- i & 47 > MYB 4544
BRI B DNA 854 Dhae o L RIRRE, 48K 24
R2R3-MYB £ i H A e s Yy gtk . Kranz 5010
MRHEHE A R2R3-MYB £ 1) C— i 2 3L 1R 7 411K
R2R3-MYB & [t —5 404> B 7 22 AW 4. R2R3-
MYB 7EAEY) h BT ZER, sk EAR
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SRS, WfE 51 (ABAL SAL JA %5) .
WAL TR R, B, mEh g2
(1) o Hrh, BEGE S FAERZRI-MYB 2,
LIS K Peds (SAR) i@ f2 b ki EEAE M . Chen
SR 125 AN R2R3-MYB 03 (I 5 45 R 3R B,
2920 52 ABA i (297 16%), U2 B0 7 52 SA 15
S (44% L, 5% R, 32% MA% JAFES, 4
4% Fife XECHID s R, BRI/ 1) R2R3-
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WA . —2RZEH ABA A3, K MANK 3 HHEE S
LiRe R RRRIA IR A ABA Mg 2 20y ) —
FEMAN Ko a5 5 BB I 2 A5 R %
FHN G S R -, 31T 5 S D eSS DR )ik, Bl ABA

F1 WMETHEHBL,ZTE. KE. 5. RGURKERERIESMMNA R2R3-MYB X 5

Name Synoym(s) IGI code Reference

Highsalinity cold drought wound pathogenic
AtMYB2 At2g47190 [12], [13] (111, [12]
AtMYB3 At1g22640 N
AtMYB6 HOS10 At4g09460 [14] [14] [14] N
AtMYB13 AtMYB1fgn (L1) At1g06180 N [15] [15] N
AtMYB14 At2g31180 N
AtMYB15 AtY19 At3g23250 [16] N
AtMYB19 At5gh2260 N
AtMYB30 At3g28910 [17]
AtMYB32 At4g34990 [18]
AtMYB34 ATR1 At5g60890 N N N
AtMYB41 At4g28110 [19] [19] [19]
AtMYB44 AtMYBrl At5g67300 [20] [20] [20]
AtMYB50 At1g57560 N
AtMYB51 At1gl18570 N
AtMYB60 At1g08810 [21]
AtMYB74 At4g05100 N N
AtMYBT75 At1g56650 N N
AtMYBS87 At4g37780 N
AtMYB94 At3g47600 N
AtMYB96 mybcovl At5g62470 our lab our lab
AtMYB102 AtM4 At4g21440 [22] [22] [22]
AtMYB108 BOS1 At3g06490 [23]

“ VR TINESE, KT ChenZEl  KranzZ: DL K Dong XinnianZ% (http: //ausubellab. mgh. harvard. edu/nsf2010/
CandateList. jsp) S8 3 2007 ETMEAR: J5 465 WEF R h 22 SCIBUY 5
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