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Retreatment of Pulmonary Tuberculosis

Jung Hee Lee, M.D.

Department of Internal Medicine, College of Medicine, Hanyang University, Seoul, Korea
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Table 4. Results of Ethionamide and Pyrazi-
namide for Retreatment of isoniazid-
resistant Disease with and Without
High-dose Isoniazid.

Conversions without relapse

ETA & PZA
& high ETA&PZA signifi-
dose INH alone cance’®
. ¢ 20 of 29 3 of 14

All patients (69%) (21%) p<0.002
A e whe 170£26 3 of

cluding who 17 o of 14

were converted (66%) (21%) p<0.005

by surgery
Non-surgery 14 of 23 3 of 10 —0.05

patients (61%) (30%) p=7.

1 Patients were followed for 0 to 27 months.
# P values were calculated using the one-tall, normal
approximation for the comparison of independent
‘binomial proportions.
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V) ETA+CS+KM o 1~ u 1) 12
(V) +C i 1~2 ETA+PZA i 2]

RMP: rifampicin EMB: ethambutol ETA: ethionamide (=+

SM: streptomycin PZA: pyrazinamide
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CS: cycloserine KM: kanamycin
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4) Psychological amplication of host
responses . AAIAQl stress7t AdA 7t o3l

At g "Hojmzltl: B url 9ov]  enke-
phalins®} endorphins%¢] AA~7}F immuno-

modulator®. 2}-8-¢ + Qlciy L% vl U},
REFERENCES

1) Fox W: General considerations in the choice
and management of regimens of chemotherapy
for pulmonary tuberculosis. Bull Int Un Tuberc
47-49, 1972

2) Crofton J: Failure in the treatment of pulmo-
nary tuberculosis. Bull Int Un Tuberc 55:93,
1980

3) Reley RL: Rising tuberculosis rate in Baltimore
city. Amer Rev Resp Dis 113:577, 1976

4) Byrd RB, Horn BR, Solomon DA, Griggs GA,
Wilder NJ: Treatment of tuberculosis by the
nonpulmonary physicians. Ann Int Med 86:799,
1977

5) Leff AR, Leff DR, Brewin A: Tuberculosis
chemotheraphy practice in major Metropolitan
Health Department in the United States. Amer
Rev Resp Dis 123:176, 1981 "

6) Kent PW, Fox W, Miller AB, Nunn A]J, Tall R,

Mitchison DA: The therapv of ntlmonary tuber-
culosis in Kenya: A comparison of the results
achieved in controlled clinical trials with those
achieved by the routine treatment services.
Tubercle, 51:24, 1970

7) TRELIBE A HERICAT L )3 A TA N AT
TL Y AL —XGM5, HEBRBE 1972

8) MacGregor RR: Treatment of mycobacterial
disease of the lungs caused by mycobacterium
tuberculosis. In: Fishman AP, eds. Pulmonary
Diseases and Disorders. 2nd ed. pl8&69,
McGraw-Hill Book Co, 1988

9) Hopewell P, et al: Improving treatment for
tuberculosis. Amer Rev Resp Dis, 134:401, 1986

10) cHgA s3], N3] - A p233, 1984

11) Moulding TS: Should isoniazid be used in
retreatment of tuberculosis despite acquired
isoniazid resistance? Amer Rev Resp Dis 123:
262, 1981

12) Horsfall PAL: Treatment of resistant pulmo-
nary tuberculosis in Hong Kong with regimens
of second-line drugs. Tubercle 53:166, 1972

13) Zierski M, Zachara A: Late results in re-
treatment of patients with pulmonary tubercu-
losis. Tubercle 51:172, 1970

14) Aquinas SM, Citron KM: Rifampicin, etham-
butol and capreomycin in pulmonary tuberculo-
sis, previously treated with both first and sec-
ond line drugs: the results of 2 years chemother-
apy. Tubercle 53:153, 1972

15) Hong Kong Tuberculosis Treatment Services/
Brompton Hospital/British Medical Research
Council: A controlled trial of daily and inter-
mittent rifampicin plus ethambutol in the
retreatment of patients with pulmonary tuber-
culosis: results up to 30 months. Tubercle 56:
179, 1975



