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AE BHHY: LA orexin A4 2T AEARICHK M AR BE T 69038 BEAE A . Foik: ik 4 SD XK 36 R, 4k E 230~250g, ¥ 18 X SD
KRS A8 W7 LA 41(60 mg-kg' - h), 4R 4ok i R B5:(50 mg- kg -h™)30 min Z8F# 60 min 28 (F-40 n=6), A X4t %95 kAl 3 40
KR 3 orexin 4833 X5, ¥R B SLA LA K RAAMERL G R 505 R BN, 5 51 #5 2B A ARFECR IS AR B T 3 72 I , SRR Sk 5¢
FAARLRE, A3 4K R orexin AR L EMR, FI 18 X SD K R A5 4 FLBE H A& K & 28, orexin-A 30 pmol 28 4= 100
pmol 28 (H48 n=6), 3% K R &0 E B4 K K AT 18] 4 AR B 5 A 18] B A0 SE RS R L A 1A A AL B R ) o S5 5R BB IR SL A AR L, 1R A
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2048k ,60 min 2877 7 M 49 orexin A 22 T3 B &, ¥ (P<0.05), 4242 3¢ orexin-A 425 30 min 20 & £ 7 (P>0.05); 55 LB vhA% KA
mALARL, HOR A X E S orexin-A 30 pmol 3% 100 pmol 5 kEREF AR vw , R4 B 45 4R FL K S R B 5T B2 B 18] (P<0.05,
P<0.01);42 orexin-A 30 pmol Zif= 100 pmol 283 5 Fo it B2 0F 18] )b 4539 a3t 5 £ F(P>0.05), L IRICR IS B IrH K R T &
Jii orexin AP 22 44 7 orexin-A 3R IEK A iR BB A IR G0 BEAE R

818 Orexin; & & FR B ; 1R FE2KAE

FRE 32 E:R-33;R3382;R614  XERFRIZFG:A XE4HS:1673-6273(2019)05-807-04

The Role of Orexinergic Neurons in the Etomidate Anesthesia*
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ABSTRACT Objective: To evaluate the stimulative effect of orexinergic neurons on the etomidate anesthesia. Methods: Thirty-six
male SD rats weighed 230~ 250 g were used in this study. Eighteen SD rats were randomly divided into the emulsion group (60 mg-kg™-
h), the etomidate pumping (50 mg-kg'-h™) 30min and 60min group (n=6 each). Blood was firstly taken from the femoral vein to deter-
mine the concentrations of orexin-A in plasma by radioimmunoassay. Three days later, the rats in emulsion groupwere killed by cervical
dislocation and then infused by polyoxymethylene, the other two groups were pumped etomidate and infused by polyoxymethylene at 30
min and 60 min respectively, then immunofluorescence was used to detect the activation of orexinergic neurons before and after etomi-
date anesthesia. The other eighteen SD rats were randomly divided into the Ringer's group, orexin-A 30 pmol group and 100 pmol group
(n=6 each). The loss of righting reflex, induction time and the return of righting reflex which was recorded as emergence time were com-
pared between different groups. Results: Compared with the emulsion group, the concentration of orexin-A in plasma was significantly
decreased(P<0.05) and the number of activated orexinergic nureons were also decreased in etomidate 30 min and 60 min group (P<0.01);
in contrast to etomidate 30min group, the number of activated orexinergic nureons decreased in etomidate 60 min group but the concen-
tration of orexin-A in plasma had no change (P>0.05). In contrast to ringer's group, microinjection of 30 or 100 pmol orexin-A in basal
forebrain had no effect on induction time but significantly shorted the emergence time of etomidate anesthesia (P<0.05, P<0.01); they was
no significant difference in the induction and emergence time between orexin-A 30 pmol group and 100 pmol group (P>0.05). Conclusion:
The activation of orexinergic neurons was depressed by etomidate anesthesia and orexin-A could promote the emergence time of etomi-
date.
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Il 0.5 mL, BLAJINA EDTA FIHl KA 25 0058 N IR 515 74T
BLOHLPY 12000 352500 15 4040, W4E W, Il HiEwh
orexin-A 7 1z A , 341 R PG T I8 2 A e s Im]— o Ao e A e o
ST F G5 & RK-003-30(35 [, AR 5o Je = 24 il i A /)
1.4 fRIEIKAR RN\ R i BUA

AR = A R B B Mk el i i o S S B A I S L AR 3
K, BlJE FUCE ARSI LA FURFEIKAE , W40t IR 40 FRFEIK

JIBIRAEA orexin MIZE TRt BE R LA ZE 4, R A3
MERE IR AT, B0 )5 B 203 1 0.9% A2 BEER /K 4% 1 2 3 H
PEERETE: o RFEORAR BRI 73 S AERRIBE 30 434, BRI 60 4345,
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son [ BUNi 7 4 7 B3 , LA BRURITIXI R 2 B8, Wi 6 7 1X
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1 {RIEKAE FREE R[] A 1B A ML 4% AR orexin-A & 2T
Fig. 1 The changes of plasma orexin-A in concentration during etomidate

anesthesia(*P<0.05, compared with control group, Eto: etomidate)
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Ringer's % , IR ALK NG5 R 0 1] 492392+ 11.1) s, T i3 4% 30
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pmol ZH G FRHT ] L AL TC Gt 1T 22 5 (P>0.05),
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Fig.2 The immunofluorescence showed that the number of activated orexinergic neurons were decreased under etomidate anesthesia
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Fig.3 The changes of orexinergic neurons activativity during etomidate
anesthesia (**P<0.01, compared with control group, “P<0.05,

Eto: etomidate)
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Fig.4 Microinjection of orexin into basal forebrain shorted emergence time during etomidate anesthesia

(*P<0.05, **P< 0.01, compared with Ringer'sgroup)
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