08 Ko FEMREZSE Vol. 28 No.2
2018 4F 1 H China Journal of Modern Medicine Jan . 2018

DOLI: 10.3969/.issn.1005-8982.2018.02.006
XEHS : 1005-8982 (2018 ) 02-0033-04

P TR B X 7N s B 24 e ¢ i A F
H 2 Ml e ECATL A 32+

PE, AR, B, REC, T

(1. ANMAKFEWESE —ElR KRER, L AN 215006 ; 2. BMNERKAFHWESE —Ek
FREERL HT 3E N 325000 )

HE . BY Witmam st IR e £ E BT ey e & A buh . ik IR BV-2 da i A At
FELE. FAELL, B§ S4B (LPS) 20, LPS+ FAAM L, X440 imA PBS ik, &5 L0 m M in N 7 il B
30w mol/L, LPS4L%mA&Am A LPS 1 wg/ml, LPS+ & if B4 40 JE A N 7 A B 30 . mol/L+LPS 1w g/ml, K
MTT Yo & S 3m 58 20 fe i e, KA BRI o R Wk 8 da o L P amieh% 18 (IL-18 ). @i
#6 (IL—6 ). MBIFRLET —a (TNF-a ) K-F, RAEHF - REB4HE R M Z 20 p3SMAPK F= TLR4
mRNA #) &k, KB Western blot #-] 4a ftL, p38MAPK #= TLR4 & & ik &, 58  LPS 44e LPS+ AiA M4
AR 4 R PEAR T3t BB 20 e R B4 (P <0.05), LPS+ A ia B4 I R se e &3 T LPS 41 (P <0.05) ;
LPS 20Fa LPS+ Fi8 B4R R dm it L IL-1B8 \IL—6. TNF—a R-F & T2t Lafe gl (P <0.05),
LPS+ AaB MR e Lk P IL-1B . IL-6. TNF— o K-F&T LPS 40 (P <0.05) ; LPS Z84= LPS+ &
BN R 20 I p38SMAPK . TLR4 mRNA Fo & ik 2 3 T Bafe miAE 24 (P <0.05), LPS+ RiAH
LN 48 B p3SMAPK . TLR4 mRNA Fe %k @ £ 32 ST LPS 4 (P <0.05) 5 7 7A B 4875w 3 18 280> e iy 4m
FLEFATILE, ZFRATFEL (P>0.05), FEit  AABELIpH DR 20 it & E e K e BB, Fpuh)
TR AA B T T if TLR4—p38SMAPK 12 5 i@ 544 % .

KT . RAB DR Rmie ; XERTF.

HRESES : R614 CHRERIAED ¢ A

Effect of Propofol on inflammatory cytokines in microglia
and its mechanism*

Xue-fei Ye', Chun-long Zuo’, Hong-xia Mei’, Ying Su’, Jian-ping Yang'
(1. Department of Anesthesiology, the First Affiliated Hospital of Suzhou University, Suzhou, Jiangsu
215006, China; 2. Department of Anesthesiology, the Second Affiliated Hospital of Wenzhou Medical
University, Wenzhou, Zhejiang 325000, China)

Abstract: Objective To investigate the effect of Propofol on inflammatory cytokines in microglia and its
mechanism. Methods Microglial BV-2 cells were divided into control group, Propofol group, lipopolysaccharide
(LPS) group, and LPS+Propofol group. The cells of the control group were added with PBS. The cells of the Propofol
group were added with 30 pmol/L Propofol. The cells of the LPS group were treated with 1 pg/ml LPS. The cells of
the LPS+Propofol group were added with 30 pmol/L Propofol and 1 pg/ml LPS. The cell viability was determined by
MTT colorimetric assay. The levels of interleukin-1 (IL-1p), interleukin-6 (IL-6) and tumor necrosis factor-a. (TNF-a)
in supernatant were measured by ELISA. The expressions of p38MAPK and TLR4 mRNAs were detected by RT-PCR.
The expressions of p38MAPK and TLR4 proteins were detected by Western blot. Results The activity of microglia
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in the LPS group and the LPS+Propofol group were lower than that in the control group and the Propofol group
(P < 0.05). The activity of microglia in the LPS+Propofol group was higher than that in the LPS group (P < 0.05).
The levels of IL-1f, IL-6 and TNF-a in the supernatant of the LPS group and the LPS+Propofol group were higher
than those in the control group and the Propofol group (P < 0.05). The levels of IL-1p, IL-6 and TNF-a in the
supernatant of the LPS+Propofol group were lower than those in the LPS group (P < 0.05). The mRNA and protein
expressions of p38MAPK and TLR4 in the LPS group and the LPS+Propofol group were higher than those in the
control group and the Propofol group (P < 0.05). The mRNA and protein expressions of p38MAPK and TLR4 in the

LPS+Propofol group were lower than those in the LPS group (P < 0.05). There were no significant differences in the

above indices between the Propofol group and the control group (P > 0.05). Conclusions Propofol has the effect of

inhibiting the hyperactivity and inflammatory response of microglia, and its mechanism may be related to the down-

regulation of TLR4-p38MAPK signaling pathway.
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