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=Abstract=

Effects of Stellate Ganglion Block for the Treatment of
Bronchial Asthmatic Patients
—3 cases report—

Jae Hyun Suh, M.D.

Pain Clinic, Department of Anesthesiology, Kang Nam St. Mary's Hospital,
Catholic University Medical College, Seoul, Korea

Asthma is a disease of the airways that is characterized by increased responsiveness of the
tracheobronchial tree to a multiplicity of stimuli. A number of causes have been postulated for
the increased airway reactivity of asthma. However, their basic mechanism remains unknown.

The treatment of bronchial asthma is conservative as beta-adrenergic agonist, methyl-
xanthines, glucocorticoids, anticholinergics and mast cell stabilizing agent. Stellate ganglion
block for the treatment of bronchial asthma has its controversies.

Stellate ganglion block was performed for the treatment of 3 patients with bronchial asthma.
After stellate ganglion blocks, dyspnea, coughing and wheezing was markedly reduced.

Lung function test improved with 1 st case. Two asthma cases were able to discontinue med-
ication for asthma.

No severe aggrevation of bronchial symptoms were noted after stellate ganglion blocks.

It suggested that stellate ganglion block can be safely performed on bronchial asthmatic pa-
tients
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SGB A4 SGB 123
(A %) A F

FVC(L) 1.75(64%) 2.23(77%)
FEV\(L) 1.15(56%) 1.68(77%)
FEF 25~75%(L/sec) 0.67(26%) 1.32(50%)
FER 75~85%(L/sec) 0.19(28%) 0.31(42%)
MVYV (L/min) 45(47%) 70(72%)
vc o 1.85(67) 2.29(79%)
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RV/TLC(%) 54(150%) 42(117%)
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824 FA BAZA HAAEES Wolod F FA4
T FE5L 548o wdageh AAHA 50 o4
2 g8E wolgter bisolvon, trimebutin,
Miga M, azapine, acetaminophen, roxithromy-
cin, diazepam, famotidine5 o2 ZAslg o} A
EHoz TETY, V1A, /HITLE FE FAE
& gk o 10/ 9ARE Fohg o A% F
Eo] AA bisolvon, piroxicam, roxithromycin,
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