- 1164 - Herald of Medicine Vol. 35 No. 11 November 2016

CHwAR -
+h B4 2 4E 0K 2 X TTA B
FEEAERERBETAT OB

A FRERER BRF AES
(1 AR EBEREBEER, A 050051 ;2.0 b8 AR ERESAMRE, A% FE 050051 ;3.0 J6 4 ML BE B, 41
FHE 050041)

i E BH KT EBRLERRITRARFTFRAZREMAPZLA T a s, Tk BEAZR
7 d 89 KB AN 2 T REAUS Ky 7 ¢ B (45T S ARAR 20% B 5 3L) | P8 B4 ( 798 B 4 500 wmol - L) Fe 2k B8R
A EIekE+ R (A £k R LR E 5 ) 4 0.001,0.01,0.1,1 wmol + L™, A& B2 F 500 wmol + L7') , 25
MALFE 12 h B R 3 (MTT) e mAh 204 & 5 b3 RN 20 2, Hoechst33258 4% % &, ik 46w 4 22 7T
TE FAPRCANAZAEERBEEE, SR S5EANBALE RanANEAAEELETE(P<0.05),
5 miamratil, A £ R R AR FUENE A ERIEH(P<0.01) AR ZH SR, 5iEA s RAkE, i
TRBBHASZTH TN BRY, RZAREE X, WL R R E A ZE TR, SRk, dmb ek e
ERFUANZAHBESFHGARRE, SEMNSTRAREKR, ARG ENZ LA TERHF EHA(P<0.01), KRB & 4L
B2 FTFTHE(P<0.01), 5RAEBAILER  EMREFHRKREEANTUANZAATREIEZTH(P<0.01) , XEARE BT F
LA (P<0.01), Git HE A E4eok & TiBddphAh 2T & BRI WAL T B IR 5 &G B PT 8RR IE IR AT 2 7T A
=,

KR A EAERE BB RAE; A T R A2, R B BRI

FESEE RI6S XERFRIAF A TE/HS  1004-0781(2016)11-1164-05

DOI  10.3870/].issn.1004-0781.2016.11.002
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ABSTRACT  Objective To investigate the effects and mechanism of dexmedetomidine on propofol-induced
neuroapoptosis in primary cultured cortical neurons. Methods After the neurons being cultured for 7 days,they were divided
into vehicle control group (equal volume of 20% fat emulsion) , propofol group (500 wmol - L™") and dexmedetomidine+propofol
group ( dexmedetomidine at 0.001,0.01,0.1 1 wmol - L™ and propofol at 500 pmol - L™') . Twelve hours after treatments , neuron
viability was measured by MTT assay,neuron structure was analyzed by microscope.Neuroapoptosis was detected by Hoechst33258
staining and mitochondrial membrane potential was measured by the fluorescent dye rhodamine 123 (Rh123). Results
Compared with the vehicle control group, propofol inhibited neuron viability greatly ( P<0.05).Compared with propofol treatment
group , dexmedetomidine increased neuron viability in a dose-dependent manner ( P<0.01).Lack of three-dimensional sense,faded
color and unclear outline were observed , fractured neuron axons or neurons death were also observed in neurons treated by 500
pmol + L™ propofol. While dexmedetomidine inhibited propofol-induced morphological damage, propofol (500 wmol - L")
markedly increased the number of apoptotic neurons (P<0.01) and decreased the mitochondrial membrane potential greatly ( P<
0.01) .Dexmedetomidine (0.1 wmol - L") significantly decreased the number of apoptotic neurons ( P<0.01) and increased the
mitochondrial membrane potential (P<0.01). Conclusion Dexmedetomidine exerts its neuroprotective effects against propfol-
induced neuroapoptosis by protecting the mitochondrial membrane potential.
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Fig.1 Morphology of the neurons in three groups of cortex( x200)
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Fig.2 Effect of dexmedetomidine treatment on propofol-induced neuroapoptosis in primary cultured cortical neurons( x200)
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Fig.3 Effect of different treatments on mitochondrial membrane potential of primary cultured cortical neurons( x200)
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