HEEXRE H10% H248
The Keimyung Univ Med ]
Vol 10, No.2, June, 1991

A7124 24 Brpe] k3 B

A ojefst vp ey

AME-0HT-AD2-HA T

MB

A7) T4 8L HAF EordA AF =@
o] sof A, da] A H I FA o A gt
2 A7) 7 89 BHL $£5 #Ad g A
BEERE A7) 93 ANH 2AFoAle) dgEe
fEdle d& 712 (epilepsy) ol 93t T3t
3t Tk

FHAHE By A E WslE doviy §3)
AERAL} AAA Be FFE v,

a% AEAAA L v oste FHAA 8
e AAR ARNELS dAEAF AFEYY
1Y FAE THse ¥QEry wWaE dEsa
O Adg BustnA i

= oy

1985\ 2] 1989 71A] Adistn oJujcist F
25 AT YU 25 A 104A F
828le] A71%4d aWe ANIF ARE tHo=
LA 1=g

g2 10%F FAEYE 7MF FA4EE A1,
¥ F2 68S AT Yol U Uy
o2 AuuiHsle] AVEFHHES At ¥Y
gtx w3ls FFsch

BATNA AT @27 AT kel EA
FA-2utlel 79 FHEA gwtEyE HAx g
HY71E 474 2Estn A das 2% o
A7 oJALY] Y3t viHE 3}

A7) 23 ayE AN&d7) sEde #xly ¥E
A, A A = AL F2 XS AAE AArE

St A o] & AFE FATFZ FHATE 64
ez 34t AAANZE glycopyrrolate 0.2mge
uld A& 30EA ) Z/FALEIG T S8 @b
7} 2&EH $AE FE3] AL AFHELSE
% 7)(NIBP, Dinamap, Critikon, USA)& o] 43}
F%7] "4(SBP), o€~ d<HDBP), BT THY
(MAP) 2 Au&(HR)E &H 4.

EE 8AoM b3 f = A 100% 4A2E 3-5
E2be A3 83 FYA7)L thiopental sodium
5mg/kg™ succinylcholine chloride 1.0mg/kgs &
B3I nlAaE o] 8sle 2 TFE HAEY
th olojA A 7% E S AlEE- 1R, 3%, 5%
Zzke] £%7] ¥k, ol9y) el HWE FUY 2
Aaeg SAA A7ld AR W7 FF 8
714 MK4 ECT apparatuso] & A3 vl @&
A ARE H37) fste #Ae mEe] 2EX
AFE Q4% F AFE olnfe] &2 DA A
AL E 499 827} F 4589 A7) FH &
HE wgton, A2 ME 69 AU} BE 37
3o A5E Woith

BAEE £, A1E A2 Haae dF
£ Unpaired Student’s T-testE QA 382 ™ p<0.05
& BAHoE Fosivtn BRI

2 o

(1) $=&7| gtel sl

34 Ee 1R B4 489S gAe g & AT
g9 R EA vwsey M7 24 a¥s
A EFE 18] 142+11.6mmHgZ 22 1A A48}
Hi 5ol oA A (p<0.05). DY
B2 6HE YR 3 A27e] PHEE FUT

* o]l BEE 19919E AYYEn SaEd 2AATHER o] FoH L.



- 216 —

HHEAHROE H10%E 25 1991

F4& YepSlh A7) F4 ol HAAE F 1
Bole A2z ¥ #xke o] AF3tAe
VA1 9% 142+11.6mmHg2 2QSiA A<
QL AT A2 & v FAHLE &
9J8} 4 tH(p<0.05) (Table 2).

(2) o|gt7| Eetel wist

Aol vHFEA olehy] "SR 9244114
mmHg A1 vl {4 ol¢t7] 2 684179
mmHgHth 181 A7) 4 2y F 139 #2729
ol A1EY ¥olRo A3 Frlsiden §
AgtA oz f23AHp<0.05). 53] A27- W3t
E A7 £7 28T 184 X3 4453 F 387
589 oA FAse wHFEAA FASHA
3)8-5]91t}h(Table 3).

Table 1. Demographic Data

Group 1 Group 2
No. of patients 4 6
Sex male 3 4
female 1 2
Body weight(kg) 60.8+11.2 574493
Age(yr) 420+ 83 46.8+4.7
No. of ECT 45 37
mean+SD.

(3) 7 SYte| Hal

AlEd Ao v HH=HHg 4] FH a/F
5%9) ¥Qthe v wEH A|2T 9] FHE o] A3
A53grh Aide HMaE 2w AV 54 8y ¥
187 389 ¥ 5U4L v = vasty
JogE F7HE HL 5EFoE vy f=d
H)=3H A FEPQc) AT nE FEA H7 F
W9t 112.7+89mmHgell A 7] 24 8 18F0|
149.2+18.3mmHgZ §2 84 353t o oAl &
A8q A7) 4 Y F 58de H4=H &
A 1104+9.7mmHg2 3] &5 1t} (Table 4).

(4) Alut=eo| iz}

AT} A27-& v st A gt o2 99gle
WEE YA AT F A2To] 7 v fEd A
uH4: 82,746,189 79.6+7.68 oA A7) 24 a9
18% 111241083, 123249332 oA &7}
stgen A7 $7 aW 32%9 5835 wHF
TA Aukel fAFeA ZAs g tH(Table 5).

(5) 2|t

A17F A7 A BE A7) £ 8 ARF
B A FAE FEFF o HF Aot A
w3 Zvle WE EHE5E #FIA EIAch
B3 AEY T8 MYx AY] 23 oY g AAlEe
74e-d BAetA Eatyek A7) 24 oW T 42

Table 2. Changes of Systolic Blood Pressure in each Groups(mmHg)

Before induction After ECT
1 min 3 min 5 min
Group 1 1134+ 9.9 142.4+11.6¢ 131.6+11.9 1175+ 8.8*%
Group 2 130.0+14.7 1714+ 15.1% 1484+13.0 128.4+104%
meanzSD.
*p<0.05 Group 1 vs Group 2
%,p<0.05 compare to before induction value
p<0.05 compare to 1 min value
Table 3. Changes of Diastolic Blood Pressure in each Groups(mmHg)
Before induction After ECT
1 min 3 min 5 min
Group 1 684+ 79 102.8+9.6¢ 94.2+12.3¢ 735+ 54%
Group 2 924+114* 123.7£8.3%¢ 103.4+104* 90.8+14.2*
mean+S8D.

*p<0.05 Group 1 vs Group 2
%p<0.05 compare to before induction value
p<0.05 compare to 1 min value
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Table 4. Changes of Mean Arterial Pressure in each Groups(mmHg)
Before induction After ECT
1 min 3 min 5 min
Group 1 814+113 127.3+ 9.2¢ 115,6+10.3¢ 84.3+95%¢
Group 2 112.7+ 8.9* 149.24+18.3¢ 1214+115 1104+9.7%%
mean+SD.
*p<0.05 Group 1 vs Group 2
%,p<0.05 compare to before induction value
p<0.05 compare to 1 min value
$ p<0.05 compare to 3 min value
Table 5. Changes of Heart Rate in each Groups(beat/min)
Before induction After ECT
1 min 3 min 5 min
Group 1 82.7+6.1 111.2+10.8* 90.5+7.1#% 86.0+4.7%
Group 2 796+76 123.2+ 9.3* 84.9+6.1% 825+6.1*
mean+SD.

%p<0.05 compare to before induction value
p<0.05 compare to 1 min value
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= Abstract=

Anesthetic management for Electroconvulsive Therapy
Sung Chul Kim, MD; Jung Koo Lee, MD; Jin Mo Kim, MD; Jae Kyu Cheun, MD

Department of Anesthesiology, Keimyung Universily
School of Medicine, Taegu, Korea

Brief general anesthesia has added to the safety and comfort of electroconvulsive therapy(ECT). While
usually a simple procedure, there are several areas in which ECT differs from other procedures requiring
brief anesthesia. The aim of ECT is to produce a grand mal seizure which is responsible for the therapeutic
effect. This causes widespread physiological changes, particularly affecting the cardiovascular system. The
cardiovascular changes may be altered by anesthetics and other drugs, and the violent muscular contractions
occurring during the convulsion can be reduced by muscle relaxants.

We selected 10 patients who had received ECT under general anesthesia. They were divided into 2 groups:
Group 1 (control group) included 4 normotensive patients, Group 2 (hypertension group) included 6 hyperten-
sive patients, This study was attempted to compare the hemodynamic effects of ECT between normotensive
and hypertensive patients.

The results were as follows:

The changes of Heart Rate and Blood Pressure were significantly increased in Group 2 compared to Group 1.

The hemodynamic changes in the both Groups are peak at 1 minute after ECT and return to the baseline
values at 5 minutes.

There were no adverse results or complications after recovery in the both groups.

There was no bradycardia or hypotensive episode fesu]ting from parasympathetic outflow.

Key Words: Anesthesia, Electroconvulsive therapy, Hypertension



