[ B b 225 2 22 40 B 2 i 2017 4 44 2 43 4

it -

ARBATHERITHERE AR AL RHETHERRER R

\I0

PR G A EE R E R
. TAARMAEFAHERELERANZRA, LA EFdT 250031
2. PEAARMAELERANZAA, L KT 100853

B E:BE WIHITE S KRR B B A& IC I 12 K caspase-3 [ RK B, Tk K Wistar K EURE L2 A 1E 5 X
MR APAT di 4, TR 3% B RUR A BT (25 £0.5) C AN B BE (35 £5) % BR8 R 5 ATl L8 T N TR REAURfiE N
100 min, i N BE (40 £0.5) C, A REHE (60 +£5) % , TUNEL H & W5 A U R B2 S5 pft 22 0 19 o4 T 1 O 5 e e 41 24k
205 1 KOG it PCR A R BRI B¢ BT 22 JC caspase-3 MI3RiE . BB BT 1 d J5 KW Bl 2 et B 1=, 56 3
KiKF W, caspase-3 THITHi2 AJFIFAARIL, TH 3 KRB RWE . JEO6E i PCR AL R /R, caspase-3 7E 1 d\2 d |
3 d F7d A E]E S RN A R R A G (P <0.05) ,3 d I caspase-3 il . &ig HATHEH AT
BT caspase-3 ik, P55 B B 20 TS
KB ISR 5 AT s A0 99 T2 5 Caspase-3

DOI:10.16636/j. cnki. jinn. 2017.03.007

Role of cell apoptosis in neuronal injury in rat cerebral cortex induced by heat stress and re-
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Abstract: Objective To investigate the apoptosis of neurons and the change in the expression of caspase-3 in rat cerebral cortex in-
duced by heat stress. Methods Wistar rats were randomly divided into normal control group and heat stress group. The rats in the nor-
mal control group were placed in an environment with a temperature of (25 +0.5)°C and a relative humidity of 35% +5% , and those
in the heat stress group were placed in a chamber with a temperature of (40 £0.5)°C and a relative humidity of 60% +5% for 100
minutes. TUNEL staining was used to observe the apoptosis of neurons in rat cerebral cortex, and immunohistochemistry and quantita-
tive real-time PCR were used to measure the expression of caspase-3 in neurons. Results The apoptosis of cerebral cortex neurons ap-
peared at 1 day after heat siress and reached the peak at 3 days. Caspase-3 expression appeared at 2 days after heat stress and reached
its peak at 3 days. Quantitative real-time PCR showed that there was a significant difference in the content of caspase-3 at 1, 2, 3, and
7 days between the heat stress group and the normal control group, and the heat stress group had the highest content of caspase-3 at 3
days. Conclusions Heat stress can activate the expression of caspase-3 and induce apoptosis of cerebral cortex neurons.
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