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Clinical Courses of Cavitary Lesions in Pulmonary Tuberculosis

Seung-Kyu Park, M.D., Eun Soo Kweon, M.D., Sun-Dae Song, M.D.

Department of Chest Surgery, National Masan Tuberculosis Hospital, Masan, Korea

Background : Pulmonary tuberculosis with a remaining cavitary lesion is considered to be a problem with the
course of treatment. In particular, re-treatment cases tend to respond poorly to current anti-tuberculosis a-
gents. Therefore the factors that are related with the poor closure of a cavitary lesion in pulmonary tuberculo-
sis during treatment were evaluated.

Methods : A retrospective review of the medical records and chest X-ray films of 68 patients who had chemo-
therapy for the pulmonary tuberculosis with cavitary lesions was made. All the patients had been followed up
for more than 12 months at National Masan Tuberculosis Hospital as of Aug. 2000.

Results ; The male to female ratio was 3.9:1. 72.4% of the patients were between 20 to 50 years of age. 66.2
9% of the cavitary lesions on the chest X-ray films were confined to the upper lung fields : 36.8% in the right
upper lung field and 29.4% n the left upper lung field. 82.4% of the cavities were less than 40 mm in their size,
and 83.8% were less than 6 mm thick. The cavitary lesions were closed in 48 cases and remained in 20 cases
during a follow-up period of more than 12 months. The factors that are thought to affect to the outcomes of
the cavities were age, past medication history, the number of unused drugs, and the number of sensitive drugs.
Conclusion : In the treatment courses of pulmonary tuberculosis with cavitary lesions, the following factors
are associated with less desirable outcome:an age over 45, a past medication history of more than 2 courses of
treatment, The number of unused drugs not exceeding average 6 and the number of sensitive drugs not ex-
ceeding average 7. (Tuberculosis and Respiratory Diseases 2001, 50 : 484-492)
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Table 1. Age and sex distribution

Age Male(n=54) Female(n=14 ) Total( %)
10-19 2 0 2(2.9)
20-29 8 9 17(24.6)
30-39 15 4 19(27.5)
40-49 14 0 14(20.3)
50-59 1 8(11.6)
60-69 0 6(8.7)
70-79 0 2(2.9)

Table 2. Site of cavitary lesion on chest X-ray

film
Site No. of cases
Right 37
Upper lung field 25
Middle lung field
Lower lung field
Whole lung field 1
Left 22
Upper lung field 20
Middle lung field

Lower lung field
Whole lung field
Both
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Table 3. Size of cavitary lesions(major +minor

axis/2)

Size(mm) No. of cases
<20 15

20-39 41

40-59

60-79

>80

Table 4. Thickness of cavitary lesions

Thickness(mm) No. of cases
<3 31
3-5 26
6-8 9
>9
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Table 5. Clinical characteristics of the 60 patients with bacteriologically negative conversion

Negative conversion

Negative conversion

Characteristics with cavity closure without cavity closure p-value
(n=47) (n=13)

Age(year) 37.1+13.2 50.2+14.4 0.002819
Past history(year) 0.7+0.9 1.2+1.1 NS*
Unused drugs(No.) 8.5+23 7.5+£2.0 NS
Sensitive drugs(No.) 87+25 8.0+25 NS
No. of cavity 1.5+1.0 1.5x1.1 NS
Size of cavity(mm) 32.2+20.9 30.0+17.9 NS
Thickness of cavity(mm) 4.0+1.6 3.8+1.6 NS
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Table 6. Clinical characteristics pertaining to the courses of cavitary lesion

Courses of cavitary lesions

Characteristics - p-value
closed(n=48) remained(n=20)

Sex(M : F) 36:12 18:2 -
Age(mean + SD, year) 37+13.1 45.4+15.6 0.027514
Past history (mean + SD, No.) 0.73+0.96 1.7+1.2 0.001303
Unused drugs(mean +SD, No.) 8.4+24 6.2+3.1 0.002254
Sensitive drugs(mean +SD, No.) 8.7+£2.5 7.2+28 0.033344
Bacteriologically

conversion periods(mean £ SD, mo.) 21£15 28+15 NS*
No. of cavity(mean+SD) 1.5+0.9 1.6+1.2 NS
Size of cavity(mean = SD, mm) 32.3+£20.7 35.9+23.0 NS
Thickness of cavity(mean +SD, mm) 4.0+1.6 3.7t1.4 NS
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