2 WY ®E B 2017, 39(3) :67 ~70 ISSN 1674 -5639 CNS53 -1211/G4

Journal of Kunming University

I 7Y B E F AtHsfAla X135 3% il
1 Caspase-3 fig 18 3=

ST RARNE I A -
(1. B0 mmA s R oA I R SRR E SRS, o8 B 650214;
2. RWI2ERE A2Ebe, ol BB 65021453, BE WP ARl SHA R, op B 650214)

A USRI 7 AcHyfALa ANTR)BE DR (B A R0 TR R A 7R ) B UL 07 R B4 ek PEG AR BILS R I 43 D60t B2
IEDE Caspase-3 BEG L, 455 K BB E My 10 A0 PSR 5T Caspase-3 BEGE W W 3456k, 11 AcHsfAla FEIH %%
AR RI ST Caspase-3 MG 1k FCHT AR RO RG ST A0 g, U8 & a0 B PRI T AtHsfATa REGE I Caspase-3
R EBFEE. O T IRk — 2 8 AtHsfAla 5 Caspase-3 2 [ B9 5 3, R FH 3 (0 5 S 2 L3 £
ARFIEE R LA LK AR ARSI HT AtHsfALa 55 Caspase-3 B G R , 455 /R AtHsfAla 7EfR PSP Caspase-3
BABG A S R BUSA L. ORC AR R B B e T AU T A 1 AtHsfATa il 53 %] Caspase-3
R VBRI 45 T 0T 20 R PP PR BE T A — S AR £, S5 X488 /s A A T 338 55 o 7 L FE LA T 5L
R AURIIT s A T AtHsfALa; 3555 8 ; Caspase-3 i

HESHEKS:Q943.2 THIRIAEG:A XEHS:1674 -5639(2017)03 —0067 - 04

DOI:10. 14091/j. cnki. kmxyxb. 2017.03. 016

Regulation of Heat Shock Factor AtHsfAla on Caspase-3 Enzyme Activity under

Osmotic Stress in Arabidopsis Thaliana

GUO Lihong ' ,WANG Qiaohong’ ,ZHANG Xuelan’
(1. Key Laboratory of Special Biological Resource Development and Utilization of Universities in Yunnan Province,
Kunming University , Kunming, Yunnan,China 650214 ;2. College of Agriculture , Kunming University , Kunming, Yunnan,China 650214 ;
3. Department of Life Science and Technology , Kunming University , Kunming, Yunnan,China 650214)

Abstract; The different gene type of Arabidopsis thaliana heat shock factor AtHsfAla ( the wild type and AtHsfAla gene mutant type)
were used as materials. After PEG treatment, activity of Caspase-3 enzyme was determinated by using spectrophotometric method. The
results found that activity of Caspase-3 enzyme significantly enhanced after PEG treatment, and caspase-3 enzyme activity of Arabidopsis
thaliana in gene mutant type was higher than that of the wild type Arabidopsis under osmotic stress, showing Arabidopsis AtHsfAla can
inhibit the activity of Caspase-3 under osmotic stress. In order to reveal regulatory effect of AtHsfAla on Caspase-3 at molecular level,
the binding of AtHsfAla to the promoter region of Caspase-3 was investigated by using chromatin immunoprecipitation and electrophoret-
ic mobility shift assay. The results showed that the binding of AtHsfAla to the promoter regions of Caspase-3 at different degrees existed
in vivo or in vitro. These indicated that AtHsfAla inhibited programmed cell death by inhibiting the expression of Caspase-3, which was
important and useful for revealing the mechanism of stress resistance in plant.
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