I R R B 235 2019 4F 9 H%F 35 56 9 #]  J Clin Anesthesiol , September 2019, Vol.35,No.9 - 909 -

i 22 FE K 28 X B AR it Bk i — P i 4 B
RIPK3/MLKL 4\ 5 2 7 £ R 3L 19 52 i

FHME F

[{#ZE] B8 PPN EFT0RE X BB A i e 1 — -3 AR 453457 ( LIRT) B 52 7R AR BLAE FH 2R
WG 3(RIPK3) /RG24 45 1 B FE 45 48 3 ( MLKL) /i -5 0% i 28 2040 M 72 )7 PE SR SE 1 52 i, T3
& OBAEREYE SD REL 72 H R B HLEC T R IE LAY B =2 (n=24) . Bl il - FE 6 4 (IR
) AEFEREL (DEX 2H) At IR (C 4H) . TR 2H R TL-2 750 B R il i O R 45 2 o7 K LB 1A
LIRI #57 ; DEX 217652V FFURHT T G il im A AT SEFEIKE 10 nmol/L; C 2 FE S AE W, &
KEBITALUE/ T EEH(W/D) , 688 T LS il 2 2005 B 0 D0 72 i 0 45457 3 (TAR) o 000 E v v
AP I3 ARG (SOD ) I PE Y % (MDA ) 7 i, Western blot % 43 7l 46 I fili 2 21 f RIPK3 1
MLKL &, S8 5 C 4, IR 410 DEX 42141 W/D IAR FIHER W MDA & 1 511
HBFHE (P<0.05) , MVER I T SOD 1E MBI R MIK(P<0.05) . 45 IR 41 LK%, DEX 4IMtiZH 48 W/D |
TAR FIVERL R MDA 5 i3 I 8 B A (P<0. 05) , iV i SOD 36 P W & 7/ (P<0.05) , 6
/R IR 4UM U A5 S50 & AL A B35 003 , T DEX 4100 B R38% ., 5 C 414, IR 411 DEX 40 fili
2040 RIPK3 I MLKL 25 (& 130 . J1 55 (P<0.05) ; 5 IR 4 L%, DEX ZH i 21 4% RIPK3 1 MLKL
B EYWDEIR(P<0.05) , &it A RFEMRE W@ S0 RIPK3/MLKL A5 1 i 2H 21 40 ffa 7
JFPE IR FE R A R BRUES A fildfe fn — P8 R 40405

[EERA] A EICKE B PEIRIE ; Bl il —F0E T 540 5 S A i

Fek

¥

Effects of dexmedetomidine on RIPK3/MLKL-mediated pulmonary necroptosis during isolated lung
ischemia-reperfusion injury in rats LI Menggian, LI Bin, DONG Tieli. Department of Anesthesiology ,
the Second Affiliated Hospital of Zhengzhou University, Zhengzhou 450014, China

Corresponding author; DONG Tieli, Email . tlddtl@ 163.com

[ Abstract] Objective To investigate the dexmedetomidine on receptor-interacting protein kinase 3
(RIPK3)/mixed protein expression of the protease-like domain ( MLKL)-mediated pulmonary necroptosis
during isolated lung ischemia-reperfusion injury (LIRT) in rats. Methods Seventy-two male Sprague-
Dawley rats were randomly divided into three groups (n = 24 each) by a random number table: control
group (group C), ischemia/reperfusion group (group IR) and dexmedetomidine group (group DEX). The
rat model of isolated LIRI was established by using IL-2 ex-vivo lung perfusion system in group IR, while
the islolated lung only received ventilation and perfusion in group C. In group DEX, dexmedetomidine 10
nmol/L was administrated into perfusion fluid at the beginning of reperfusion. Lung wet/dry weight ratio
(W/D) was measured. Morphological changes of the lungs were observed under light microscope. The activ-
ity of superoxide dismutase (SOD) and the content of malondialdehyde (MDA) in the perfusion fluid were
determined. Western blot was used to detect the content of RIPK3 and MLKL in lung tissue.
Results Compared with group C, W/D, IAR of lung tissue and the content of MDA in the perfusion fluid
were increased (P < 0.05), while the activity of SOD in the perfusate was decreased in group IR and group
DEX (P < 0.05). Compared with group IR, W/D, TAR of lung tissue and the content of MDA in the per-
fusion fluid were decreased (P < 0.05), while the activity of SOD in the perfusate was increased in group
DEX (P < 0.05). Light microscopy showed that the morphological structure of the lung tissue were signifi-
cantly damaged in group IR, while was significantly relieved in group DEX. Compared with group C, the
content of RIPK3 and MLKL protein in lung tissue were increased in group IR and group DEX (P < 0.05).
Compared with group IR, the content of RIPK3 and MLKL protein in lung tissue of group DEX were de-
creased in group DEX (P < 0.05). Conclusion Dexmedetomidine may reduce LIRI in rat isolated lungs
via inhibiting RIPK3/MLKL-mediated pulmonary necroptosis.
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