BB ESR 2012,43(12):1978-1983

Acta Veterinaria et Zootechnica Sinica

%R R AL EF I R AT 4E 4R B HSP90 mRNA
R K RIS

FRALKNAER G at A WE R.EARRT BT L3 B
(L AR AL ARl o2 P24 5 4 VR 927 B W AR 356 1500405 2. 30 T4 A Ml B2 B % ORI B 1 2R 6 15008655
8P IEBRE B AL S AL DI IEBT BB b A TSR AR 150081)

M E: TR E A 90 B (Heat shock protein 90, HSP90) 7E 4 fifd ¥4 7 Ui iz Jak 72 v () B 25 e 3R ek
DA G B 5% 4 2 40 B S TR ST 0 4, SR S 9 8 B PCR R T 4.15.25 H1 32 C R [R) 38 8 i & 1 F
YN HSP90 mRNA % AR L LHE, 45 R R 7EINIR AL P33 F2 of , HSP90 mRNA §% 53t i 76 45 TR 4 R WL & 2%
HIm(P>0.05) s 7E¥ RO IR B e ik #2 b, HSP90 mRNA S5t 5 7E 4 Al 15 CAHL 4 hJFERFEFR S h NEFH
N (P<<0. 05) Wt BAE 6 h, 76 25 F1 32 CALI 4 h 5 EZIRKE SR 8 h PIX oK UL W3 18 I s 4 MO 7E 4 15 Caba
2.4.6 8 h J5 . Z K 5% 4 hy HSP90 mRNA %% 55tk [ 40 FH R B 1 8 AV A0 isF ] 1) 28 < T 38 fin » 7% 25 #0032 C 4L
2.4.6 1 8 h J5 . Z K FR KRB W 3FF S HSPI0 mRNA 19455k, 45 487K ¥ N0 3 4R J0 BF 48 27 4 40 e 7Y
HSP90 mRNA %% 53kt (3G I, A I & A 70 AR A 3 F9 7 38 i B o T 2 & 26 A S 3 I %) 4 i 7 380 i B 1L 7R 2 oz 98K
(25~32 CH)RfEIFEFEIRG HSPI0 mRNA #3519 W23 0. 38 )E % Wi (4~15 O F SRR HSPI0 mR-
NA 5 5 it 1) 58 2 38 0 . B 5 08 Jor 38 7% 5 B 0 B 1) 0 L

SRR LT R AN s v L s HSPOO s 9956 8 it PCR; R JL B 4%

hE 4 %S .S828;S815. 4 X ERARIRAD : A XEHS: 0366-6964(2012)12-1978-06

Influence of Cold Stress on Transcription of HSP90 in Northeast
Wild Boar Fibroblasts

LI Zhong-qiu**, LIU Chun-long’, MA Hong®*, FU Bo*, WANG Liang’,
PENG Fu-gang®, MA Jian-zhang'* , LIU Di**
(1. College of Wildlife Resource, Northeast Forestry University , Harbin 150040 ,China;
2. Institute o f Animal Husbandry, Heilongjiang Academy of Agricultural Sciences, Harbin 150086,
China; 3. Key Laboratory of Black Soil Ecology of Heilongjiang Province, Northeast Institute
of Geography and Agricultural Ecology . Chinese Academy of Sciences, Harbin 150081, China)

Abstract: To investigate the spatial and temporal expression profiles of HSP90 gene in fibroblasts
of the Northeast Wild boar under cold stress. Real-time fluorescent quantification reverse tran-
scriptase PCR (FQ-RT-PCR) was applied to analyze the expression of HSP90 mRNA in the Northeast
Wild boar fibroblasts under 4,15,25 and 32 ‘C. The results showed that HSP90 mRNA transcrip-
tion level didn’t significantly increase (P>>0. 05) under cold stress treatments at different tem-
peratures; During rewarming culture, HSP90 mRNA transcription levels increased significantly
(P<C0.05) within 8 h of rewarming incubation following preincubation at 4 or 15 C and the peak
showed at the 6™ hour. While HSP90 mRNA transcription levels didn’t increase significantly in
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the 25 or 32 C preincubation groups within 8 h of rewarming incubation; HSP90 mRNA tran-

scription levels increased with decreasing of the temperature and duration of the cold treatment

time when cells were preincubated at 4 or 15 C for 2, 4, 6 or 8 h followed by a 4 h rewarming

incubation. However, rewarming incubation didn’t significantly induce transcription of HSP90
mRNA in cells preincubated at 25 or 32 C for 2, 4, 6 or 8 h. The result indicated that cold stress
induced increase of HSP90 mRNA transcription level in fibroblasts of the Northeast Wild boar,

did not occur in the stress period during low temperature treatment, but in the cellular stress

period after rewarming. Mild cold stress (25-32 C) didn’t induce a significant increase at HSP90

mRNA transcript levels, while harsh cold stress (4-15 C) induced a significant increase at

HSP90 mRNA transcript levels which were directly proportional to the intensity and duration of

cold exposure at 4-15 C.
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