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The impact of dexmedetomidine on the expression level of HMGBI in the serum and PBMCs of heat stroke rats
Wang Shanshan ,Yang Xiaoming” ;Wang Tao
(Department o f Anesthesiology ,Chinese PLA Air Force General Hospital ,Beijing 100142 ,China)
[Abstract] Objective

heat stroke rats and explore the possible mechanism. Methods Thirty-two rats were divided into four groups (n==8) ; control group

To investigate the impact of dexmedetomidine on the levels of HMGBI in the serum and PBMCs of

(group C) ,heat stroke model group (group H) ,dexmedetomidine group (group D) and yohimbine group (group Y). Anesthetized
rats were subjected to heat stress(40. 0£0.5) °C until the core temperature of the rats reached 42 °C to induce heat stroke. The con-
centration of HMGBI in the serum was measured by using ELISA kit at 1 h after the heat stress ending. Peripheral blood mononu-
clear cells (PBMCs) were extracted by using lymphocyte separation medium. The level of HMGBI in the PBMCs was determined
by western blot analysis. Results Compared with group C.the concentration of HMGBI in the serum of rats in group H was in-
creased significantly (P<C0. 05) .and the level of HMGBI in PBMCs was decreased (P<C0. 05) ; compared with group H, the con-
centration of HMGBI in the serum of rats in group H was decreased significantly (P<Z0. 05) ,and the level of HMGBI1 in PBMCs
was increased (P<C0. 05) ;compared with group D, the concentration of HMGBI in the serum of rats in group Y was increased sig-
nificantly (P<Z0. 05) ,and the level of HMGBI in PBMCs was decreased (P<C0. 05). Conclusion Dexmedetomidine could decrease
the level of HMGBI in the serum of heat stroke rats,and the mechanism might be associated with interacting with the a; receptor in
the surface of PBMCs and reduced the release of HMGBI from PBMCs.
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AR SR B 9 B ot B A A0 T R 9 HMGBL KSR wF 58 47 32
B DK 7 X B R B HMGB1 K S (4 52 00 % HC 7T e 4 F L] o
1 MBREHE

L1 MR AR 240~280 g SD R 32 R O A R
BCES 304 BEBE LIS W0 . SEIIFARTT . S0 W) 1R FRAE 24
CTHEIH,12/12 h BRI B R YOK GRS 1.
1.2 Jiik

EER N EIMIML989—) AEBg LIl A L EZ B TEAEFAR M RIBETE. ~

ESFEATIR (AR b R B . DU D MR 5 42, 0 °C O $4 % 3%
KT,

1.2.2 45 A KRIKBEG N 4 4. 84 8 K.
S BRL (C 4D RS BLEEA 24 CEEFSE D, HAH K
BRUBR B J5 0 (40, 0420. 5) °C Ay At P o 7K 480 0K A )i L AR
HHAD  MEEES 1 mL AR KA BITRELAD LD
Fi T 9 A7 SR FE R E (25 pg/kg) A FRER K 1 mL (it 5
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