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Effects of intranasal dexmedetomidine on hemodynamics during extubation under general anesthesia in patients with
mintracranial aneurysm undergoing interventional therapy

LI Min, LIU Zhi-gui, SHI Quan, XIONG Wei—wet, LIANG Wei, CHEN Zhi—jun. Department of Anesthesiology, Affiliated Hospital of
Guilin Medical College, Guilin 541001, China

[Abstract] Objective To observe the effects of intranasal dexmedetomidine on hemodynamics during the extubation under the
general anesthesia in the patients with intracranial aneurysm undergoing interventional therapy. Methods Eighty patients with
intracranial aneurysm undergoing interventional treatment were divided into four groups of 20 patients each, i.e., control group (C group)
and nasal drops with different doses of dexmedetomidine (D1, D2 and D3 groups). The patient in D1, D2 and D3 groups was treated by
intranasal 0.6, 1.0 and 1.4 pg/kg dexmedetomidine, respectively, and the patient in C group was treated by intranasal isovalumic
physiologial saline 30 minutes before the end of the operation. The heart rate (HR), mean arterial pressure (MAP) and real protfollo
project (RPP) were recorded on admission to the operating room (T0), immediately before the nasal drip (T1), the finishing operation (T2),
at revival (T3), at extubation (T4), and 1 (T5) and 5 minutes (T6) after the extubation. The indexes of postoperative recovery were
recorded. Results The HR, MAP and RPP at T3~T5 in D1 group and at T2~T6 in D2 and D3 group were significantly lower than those in
C group (P<0.05). The time of recovery from the anesthetic condition and duration of intubating were significantly shorter in C, D1 and
D2 groups than those in D3 group (P<0.05). Conclusions The intranasal 1.0 pg/kg dexmedetomidine 30 minutes before the end of the
operation is helpful to the stabilization of the hemodynamics in peri—extubation period and postoperative recovery in the patients with
intracranial aneurysm undergoing interventional therapy.

[Key words] Intracranial aneurysms; Interventional therapy; Dexmedetomidine; Nasal drops; Extubation period; Hemodynamics

Pt PN B kIR A ATR YT AR5 IR IR S B HLAR R B E R T RE S5 M | il R =,
ML 8h F1 ke e, LA ST BRI R T i 2 T RE AL . < SO  H L, A T, A SEFERK e R IE
RN 2 4 DL RO SR IR TE R AR A 1S A 5
doi:10.13798/5.issn.1009—153X.2019.02.008 % [jﬂ é{ﬁ\%mo ?jgﬁﬁ ’ ﬁ%j’%ﬂ*fﬁ{%%Xd‘ﬁ)ﬁ W ﬁjﬂﬂ(ﬁgﬁ
VR 24T 541001 1 PEHEAR , bR BE 2 B2 R BE B RARE (2 48 AIGIF ARG A A 8 )2 0 s me f & 4, |
XIS A R R AT AN 2 o A SOUEAT FEFEKE T 5% it PN 2l ik
WIRVEE : MRIA %, E—mail : limin1366856@163.com FIA ATEFE A S B W 75 3 1 22 1 S



P E I PR AR 2 SR 3k 2019 45 2 A 55 24 %55 23] Chin J Clin Neurosurg, February 2019, Vol. 24, No. 2

1 BAREFE

L1 AR R AR A BEBARIRZE LS ifE s A
P B I R A, IARRAE : BERL B2 5N 3
JEE o HEBRARAE : RO BERT s BRI 24 1 fsE s AR L TR
MESCIE 5 N BRI IR s AR P AR ZE R I B4
T AIBTT B LN Bl kI 80 1], AF- 1% 18~60 %7 , FE 5
R BRI o390 | ~ 2., MRAEA SEHEIKE 45 24
Ty R A4 BRAL (C AL FMIG b e i A SE4E
WRIE RS20 (D14 D24 \D34) , B2 20 7] . PUZH
AR REE TR I TG 25 5 (P>0.05;5 %
1)

1.2 B 77 i ARHIASRASE, BEA TR %5 @A i
Jok 38 38, W JC A i kL0 HL AL o0 % (heart rate,
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I3 0.6.1.0.1.4 wg/kg; C AL AE R KR &, H]
A FEFEIKE L I S5, T S B A s AR, Sk
JE AT LA S s 5 VA e S A 4 T ) e B 2~3 9K,
T A Jg NAETF- AR E5 AT S min 45 F P A B A8 25 K
Je, IRl Bk T S AT 25K S pgo ARIGAREEATHLIN
WA, R R B AR IR IS SRR A

1.3 AEHAR ORI AFARZER (TO) i A B %1
(T1) FARZE A (T2) IREERS (T3) KA HT(T4) |
P45 1 min(T5) .5 min(T6) () HR \MAP W% K5
L) I FH (real protfollo project, RPP) . it 5% 7 i
B[] R A BFR], LR R A BRI 48
NV 5 2 4%, MO (1~27K%) 33 4%, R ik (3~4
W) 5455 B RZIEC , WP PRI 5 5 4, MR ™
NZIK] o 10 5% Ts B Ramsay B ER T3 2 1 47, FE S )
BN 257 A AR BAE 1 75358 AU 84
A RN 5455, ABE, 411 (8] SR 7 e S5 3 e 5 5
a3 ABE A1 () SR IR fsz 1y 3R 4l 5 6 43, % ofl
OGRS R IR BRI 5

1.4 %t K SPSS 13.0 5 AT 204 5 IE2S
ARV GO was o, SR EE &I 505 22 4347 5
P<0.05 M ZESA G L

2 & R

iﬂ:ﬁ” iﬂfﬁ’; ; ?izi) %'Z i’i‘;“) 21 4 A FWLE 5 CALE, D4
DI4l 434118  62.2:8.6 65.3+10.3 T3~T5.D2 #1 D3 41 T2~T§ MAP . RPP . HR ¥ ] i %
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D14 4.0+2.1 5.6+3.1 3.1+0.5 2.5+0.8
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