2020 4F 7 H o ] AR A e A July, 2020
%308 HT1H CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 30 No. 7

ERACTE B, 5/ DI A, o B BB BB SZ ARSI 70T B L P T R SRR AL 20 NF-kB S ARAE A 7~ IR B2 [J]. hIE oA
BE2ggRE, 2020, 30(7) : 104-109.

Qiu YS, Wei W, Zong XC, et al. Activation of the a, adrenoceptor inhibits the expression of NF-kB and inflammatory cytokines in the
rat brain after ischemia-reperfusion [ J]. Chin J Comp Med, 2020, 30(7): 104-109.

doi: 10.3969/j.issn.1671-7856. 2020. 07. 015

o, B IR 2 BE 32 AR P Bl 7 X s 00 P T R
i ZH 20 NF-kB Az 98 0E A 1 2% 38 1Y 52 )

BpkAt, A7, RN R S RERE L, E W R R, TR

CLERIH R B s L e s B T g 4 LR BE B A L 38 B B BRI AR T i 8 JLEE M4 R B TR g b,
FBIN 4500185 2. W4 Rop B2 Be B IR A SUAR A Lo BE g, 26 Thp%iE € It 02101)

[(WE] BHM T o, B EIRFAESZAMSIN AT SEFE MR E X R BRI G 1 P 1 4% B 1B (NF-kB) JiZH
LUMIEIRIEH F-a (TNF-o0) AN Z-18 (TL-1B) MR, 73 90 L SD MEME K B, SR B F R ILBENLSY A
34, 30 H, 0 BT ARA (S 4l) B FEEEXT IR (C ) Fl o, & DARRREZ RS FI T WA (D 41) , &
L FARYE R R A G A Arm ] BELF 350 5 AN B8 6 L RIRJG 2.6.12 .24 F1 48 h 5 M4, KER
Mo e i P A S R R Longa 538G . S ZHAUMER K , AL MAL R, D R ZERTN G THmfE 2 h R4, &
b sh Wik s P FRRETE  ZEBRITLAT 30 min Z8ME TS o, -AR BB A5 S5 FEBKE 100 wg/kg(4 wg/ml), CHHET
SR 0.9% A BHER K 452K B30 2 403 J AR 170 o BB Sk BUR SRe FH B BN A0 00 R NF- B, DG S8 1 )
FE ML TNF-o0 B2 IL-18 /KF, FEAR R 45 UG 24 h 48 h BF 20 BB 6 HOK R, B HBEDLI ] — NS BR 2 N,
52 308 3B P ER 30, BV BB T 1 st BE L SE SEEATIHE 60 s Z PR A6 BB IED, W1dR 90 s P9 R AR R R EIF &, )
PE SRR R 90 s, B HOR BRI AE 5 W, IR HOP- M8 7R 4 2 )5 24 h 48 h B, 430 6 HOR R, iU o
Ve RN LR EIE SRR ), SR K4S NF-kB, TNF-a & IL-1B & & S A1EHi)G 2.6.12.24 48 h Z R4
X, BT E LA LA, C AL BAEAREL S 4 (P < 0.05) ,D 4L S (P < 0.05) , M C 4K (P < 0.05)
RERYHI £ J5 24 h 48 h,C 41 D A& T S M E DI REB A TE4r (P<0.05) , B R WIEE R (P<0.05) , H D ZHW3F
ST CH(P<0.05), &8 o, B LIRFEBEZ AR BEMSAH] A BUIG Bl ain P 73 i NF-«B  TNF-o J2 11-1B 19
=ik, AP ER,

[KER] o B ERFREZEMSIA; M EEDT; ZET-«B; MEHREHETF-o; HAMNE-18

[HE53ES] R-33 {iﬁiﬂﬁﬂﬁ%] A [ XEHS)1671-7856(2020) 07-0104-06

Activation of the o, adrenoceptor inhibits the expression of NF-kB and

inflammatory cytokines in the rat brain after ischemia-reperfusion

QIU Yongsheng™, WEI Wei, ZONG Xiaochuan', ZHOU Rui', CHEN Yexi', WANG Shuai',
Yao Dongdong®, JIA Yingping'*
(1. Department of Anesthesiology, the Children’s Hospital of Zhengzhou University, Children’ s Hospital of
P gy p g y P

[ BB 1 A RHE ORI E (182102310440) ;i B 44 B2 E BB BRI T H (2018020598 ) 5 11 g 44 [ Bl A 5 9 % B 4 01 H
(201605-005) ,

[{EZER AN ] ARTF(1981—) | FATEIF, Lk BRI, E-mail ; qysh66@ 126.com
BLAE(1986—) B, FVREIN, Ll FREE . E-mail ;271377694@ qq.com * [R]85 —1E

[EE1ESE ] BT (1967—) &, FALEIN, Lk . BRIF# . E-mail : jiayingping@ 126.com



rp [ H AR PR 2R 2 A 2020 4E 7 H A5 30 555 7 Chin J Comp Med, July 2020, Vol. 30,No. 7

105

Henan Province, Zhengzhou Children’ s Hospital, Henan Engineering Research Center of Childhood Neurodevelopment,
Zhengzhou 450018, China. 2. Dongdong Yao, Department of Anesthesiology, Brigham and Women’s Hospital,
Harvard Medical School, Boston MA02101, USA)

[ Abstract)
rat brain tissues after traumatic brain injury by assessing expression of nuclear factor kappa B, tumor necrosis factor o

(TNF-a) , and interleukiN-18 (IL-1B). Methods

Objective To investigate the neuroprotective effect of the o,adrenergic agonist dexmedetomidine in
Male Sprague-Dawley rats were randomly divided into one of three
groups: the sham operation group ( group S), the cerebral ischemia-reperfusion group ( group C), and the
dexmedetomidine group (group D). Each of these groups was then subdivided into subgroups of 6 rats each for time points
2,6, 12, 24, and 48 h. Parietal brain contusions were induced according to a modified Longa method. The rats in group S
then underwent a sham operation. For group D, 2 h after successful embolization a wire was pulled into the stump of the
external carotid artery to simulate ischemia and reperfusion, and 30 min later the rats received an intraperitoneal injection of
the «, adrenergic receptor( a,-AR) agonist dexmedetomidine at a dose of 100 pwg/kg (4 pg/mL). Group C underwent the
same procedure as group S, but 0. 9% NaCl was injected instead of dexmedetomidine. At each time point, nuclear factor
kappa B expression was detected using western blotting, and TNF-a and IL-1B expression were detected using ELISA. Six
rats were selected for scoring of neurological deficits at 24 and 48 hours after model preparation, including test response,
alertness, and coordination. Six rats were selected 24 and 48 hours after model preparation and randomly placed facing the
wall in one quadrant of a cage with a central platform, and, the time it took to find the platform within 60 s was recorded. If
the platform was not found within 90 s, the escape latency was recorded as 90 s. Five times were recorded and the average
value was calculated. Results No significant differences in TNF-a and 1L-1B expression in the brain tissue at 6, 12, 24,
and 48 h in group S were found. TNF-a and IL-1 expression was higher in group C than in group S (P<0.05), higher in
group D than in group S (P<0.05), but lower in group D than in group C (P<0.05). At 24 and 48 hours after model
preparation, compared with group S, neurological deficit scores were higher in groups C and D (P<0.05), and escape

latency was prolonged ( P <0.05). Neurological deficit scores were higher in group D than in group C (P<0.05).

Conclusions
cerebral ischemia-reperfusion in rats.
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The o, adrenergic agonist dexmedetomidine protects brain tissue by inhibiting the inflammation induced by
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