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[ Abstract] Background Dexmedetomidine may regulate inflammation through TLR4/NF- k B signaling pathway,
but there is few reports about its protective mechanism in myocardial ischemia reperfusion injury. Objective To explore the
impact of dexmedetomidine on severity of myocardial ischemia reperfusion injury, inflammatory cytokines and TLR4/NF-
Kk B signaling pathway in rats. Methods This experiment was conducted from February to December 2018. Rat derived HOC2
myocardial cells were randomly divided into control group, myocardial cell injury group and pretreatment group. Myocardial
cells in control group were cultured routinely, myocardial cells in myocardial cell injury group were prepared for myocardial
ischemia reperfusion injury model, while myocardial cells in pretreatment group were treated with dexmedetomidine before the
preparation of myocardial ischemia reperfusion injury model. Morphological changes of myocardial cells were observed, moreover
comparison of survival rate, relative mRNA expression quantity of inflammatory cytokines (including TNF-a , 1L-6 and IL.-

18 ), relative protein expression quantity of TLR4 and NF—k B was conducted in the three groups. Results (1) Myocardial

E&UR: BFEARERAMRLZBITWIAR (2016YFJH2-05 ) ; LTEXRFE_MEERMAEESEETE (YJ (QN)
201523 )

1.726000 BG4 7 3% 111 H O BE B O MU PURR—HKIX. 2.710004 BV 4 P21, VG238 K250 — MHs 1€ e 20 R

WMAFVEH: Wk &, E-mail: panlonf@qq.com



c 64 - PJCCPVD  December 2019, Vol.27 No.12 http: //www.syxnf.net

cells in control group were well-aligned with smooth cell membrane; myocardial cells in myocardial cell injury group were
different in morphology, with apoptosis, exfoliates and floats; morphological changes of myocardial cells caused by ischemia—
reperfusion injury in pretreatment group were alleviated. (2 ) Survival rate in myocardial cell injury group and pretreatment
group was statistically significantly lower than that in control group, while survival rate in pretreatment group was statistically
significantly higher than that in myocardial cell injury group ( P<0.05) . (3) Relative mRNA expression quantity of TNF-« ,

IL-1B and IL-6 in myocardial cell injury group and pretreatment group was statistically significantly higher than that in control
group, respectively, while relative mRNA expression quantity of TNF-a , IL.-1B and IL.-6 mRNA in pretreatment group
was statistically significantly lower than that in myocardial cell injury group, respectively ( P<0.05) . (4) Relative protein
expression quantity of TLR4 and NF-k B in myocardial cell injury group and pretreatment group was statistically significantly
higher than that in control group, respectively ( P<0.05) , while relative protein expression quantity of TLR4 and NF-« B
in pretreatment group was statistically significantly lower than that in myocardial cell injury group, respectively ( P<0.05) .
Conclusion Dexmedetomidine can effectively improve the survival rate and reduce the inflammatory reaction in myocardial cells

with ischemia reperfusion injury in rats, which may reduce the severity of myocardial ischemia reperfusion injury through down—

regulating the activity of TLR4/ NF- k B signaling pathway.
[ Key words ]

pathway; Inflammatory reaction
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Figure 1 Morphological changes of cardiomyocytes in the three groups of rats under optical microscope
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