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The Effect of Right Stellate Ganglion Block
on Hemodynamics following Endotracheal Intubation

Soo Won Oh, M.D. and Gill Hoi Koo, M.D.

Department of Anesthesiology, College of Medicine, Chung-Ang University, Seoul, Korea

Back ground: Endotracheal intubation is one of the methods most securely establishing airway. But
accompanying hemodynamic responses are harmful to coronary or cerebral vascular disease patients.
These hemodynamic responses are regarded as the results of sympathetic stimulation due to pharyn-
golaryngeal stimulation, and sympathetic blocking method-stellate ganglion block- may be obtundate
these hemodynamic responses.

Methods: 75 patients of ASA physical status I-II were selected. There were 40 patients normotensive
(Group 1), 35 patients hypertensive (Group II) Group I, steliate ganglion block was performed on 20
patients (Group I-S) the remainder had no procedure (Group I-O). Group II, 18 patients received SG3
(Group II-S), 17 patients had no procedure (Group I1I-O). SGB was performed with 1% lidocaine 8 ml
on right stellate genglion after patient’s consent. Blood pressure (IIP) and pulse rate(PR) were first
measured in the pre-anesthesia room. Follow up BP and PR are checked immediately following SGB
and every 5 minutes for subsequent 20 minutes, then after arrival at operatig room, then immediately
after intubation and at 3, 5, 10, 15 and 20 minutes after intubation.

Results: All group experienced significantly increased blood pressure and pulse rate upon atrival at
the pre-anesthesetic and opeating rooms, as compared to when patients rates in the ward. After intubation
and for subsequent 5 minutes, significant changes were measured. Patients then recovered to preblock
value. In Group I, no statistical significance was recorded between subgroup I-S and I-O.

However in Group II, there were significant differences between sub-group 1I-S and II-O. In evaluating
pulse rate changes, there were no significant differences between Group I-S and I-O; nor II-S and 1I-O.

Conclusion: The proper diagnosis of Stellate Ganglion Block had some measure of protective effect
on hemodynamics following endotracheal intubation, especially in hypertensive patients.

Key Words: Anesthetic techniques: right stellate ganglion block. Intubation: tracheal. Blood pressure.
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Table 1. Patients Distribution (mean+ SD)

I-S -0 II-S II-0

Age(A) 365+127 35+£106 52+50 52+10
Sex(M:F) 9:1 i4:6 8:10 9:8

SGB: stellate ganglion block
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Table 2. Changes of Blood Pressure (mean+*SD)

SBP (mmHg) DBP (mmHg)
I-8 I-0 1I-S -0 I-S 10 I-s -0
A 119+11 117+14 138+16  133+12 738 75+12 82+12  85+8
s Eu]4d 128+16 . 132+12  150+12  153+22 7014 7711 87+11  94+16
SGBA & 126+ 15 149+ 12 69+11 86110
SGB SE¥  126+13 148+13 69+11 8510
SGBIOEE  127+13 145+13 71+13 86+8
SGBIS®EE  127+11 148+ 12 73+11 85+12
SGB20OEE 129+14 150+ 15 73£11 87414
el 136+14"  136:+13°  169+19° 162417  84+13° 79%12 99+10" 102+11"
AroE % 172+17°  1814£20° 179419 207+15° 111+14" 117+16" 112+18" 133147
Ao 3BE 1431197 137+16° 146422 166422 90+20°  90+14"  91+17" 108+17
A% s2E 123+18° 128417 1290+17  139+18  78x14  80x13 7+12 93%15
ATI08E 11613 120+15  126+13 130=16  75%15  75+12 81+10 87+14
AS5EE 117+14  118+14  128+16 13115  75£14  72+9 8112 8911
AT08E 121+15 119+12 126418  128+14  79+17  76%15 81+13 8810

SBP: systolic blood pressure
DBP: diastolic blood pressure

*: p<0.05 compared with blood pressure at ward in each group

*. p<0.05 compared with control group (O group)
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Table 3. Changes of Pulse Rate (mean=SD)

I-S I-0 II-S -0
wA 77+4 76+5 76+9 77+6
ol = ) 67+9 66+ 10 82419 80+13
SGBA % 67411 84-+20
SGB 5E% 70+11 85+19
SGBI10& 2 71413 86117
SGBISE-4 72412 8919
SGB20E-& 74417 88+ 18
FE4 81+16 79+15 95+21* 88+ 18*
ABA 111+17* 110+12% 110+ 16* 113 +19*
AH 323 100+17* 99+ 16* 97+ 19* 104 +18*
A 5EF 93+ 10* 90 +17* 89 +15* 98 +20*
ATiossE 85+10 8715 87+ 13* 92+ 18%
ARISEE 83+10 85+13 86+ 14* 91 +17*
AFT208-% 84+12 84+ 14 85:£15 91+ 19%

*: p<0.05 compared with pulse ratc at ward in each group
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