Tuberculosis and Respiratory Diseases 28 9 3§714%, Vol 50, No. 5, May, 2001
O NO

294 FU4gA FEYA X5 F9
o] Fahn) 3o BHEE AA

et oj oy sad, gl stad!

o712, SHEE, MFH, UK, olols, HxHH'

= Abstract =
Factors Associated with Residual Pleural Thickening
After Chemotherapy in Tuberculous Pleurisy

Ki Man Lee, M.D., Jong Joon Ahn, M.D., Kwang Won Seo, MD.,
Jee Hyun Park, M.D., Mi Suk Lee, M.D., Jae Cheol Hwang, M.D.

Department of Internal Medicine, Department of Radiology', University of Ulson, Ulson, Korea

Background : Residual pleural thickening is frequently seen following treatment for tuberculous pleurisy, and
pleural decortication is performed occasionally in patients with severe residual pleural thickening. However, pre-
dictive factors for the development of residual pleural thickening are uncertain at the initial diagnosis of the tu-
berculous pleurisy. Therefore, the purpose of this study was to identify the associated factors for residual pleur-
al thickening at initia] diagnosis.

Methods : We separated 63 patients diagnosed as tuberculous pleurisy into two groups; group 1 consisted of
patients without residual pleural thickening and group 2 comprised patients with residual pleural thickening at
the end of tuberculous pleurisy treatment. We analyzed the clinical characteristics, radiological findings, pleural
biopsy and characteristics of pleural fluid between group 1 and group 2.

Results : The study population and clinical symptoms of the two groups were not significantly different and
the duration of symptoms before treatment and the peripheral WBC were similar between the two groups. The
presence of pulmonary tuberculosis, pleural fluid loculation or the amount of pleural effusion sid not differ sig-
nificantly between the two groups. The incidence of positive AFB staining(group 1 : 8% , group 2 : 38%) and
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granuloma(group 1 : 30%, group 2 : 62% )on pleural biopsy specimens was significantly higher in group 2

than in group 1. Pleural fluid WBC and differential count, adenosine deaminase level, pH, protein level or glu-
cose level did not differ between the two groups. However, group 2 had higher LDH levels (1370 + 208mg/dL)

than group 1 (860 + 71mg/dL, p<<0.05).

Conclusion : In tuberculous pleurisy, patients with residual pleural thickening following treatment demonstrat-

ed a higher incidence of positive AFB staining and granuloma on the pleural biopsy specimens or higher LDH

level in the pleural fluid than patients without residual pleural thickening From these results, we speculate that

the amount of tuberculous bacilli and granuloma are probably correlated with residual pleural thickening in the

tuberculous pleurisy. (Tuberculosis and Respiratory Diseases 2001, 50 : 607-614)

JKey words : Tuberculous pleurisy, Residual pleural thickening.
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Table 1. Clinical charactieristics of patients

al —

Group 1 (n=37) Group 2 (n=26) P-value
Age(yr) 37.6+2.9 34.6+3.2 0.39
Sex(M:F) 22:15 19:7 0.30
Chest pain 31/37(84%) 17/26(65%) 0.13
Fever 14/37(37%) 11/26(42%) 0.56
Dyspnea 13/37(35%) 10/26(38%) 0.79
Cough 12/37(32%) 10/26(38%) 0.78
Duration of symptom(days) 24.6+5.2 28.9+4.8 0.59
Peripheral WBC (/mm?®)* 5971+ 254 6336 + 350 0.39
*mean * standard error
Table 2. Radiological and pleural biopsy findings
Group 1 Group 2 P-value
Lung parenchymal tuberculosis 11/37(30%) 9/26(35%) 0.42
Large pleural effusion 10/37(28%) 9/26 (35%) 0.59
Initial loculation 11/37(30%) 13/26 (50%) 0.12
Granuloma on biopsy specimen 11/37(30%) 16/26 (62%) <0.02
AFB'on biopsy specimen 3/37( 8%) 10/26 (38%) <0.01
' AFB : acod fast bacilli
Table 3. Analysis of pleural fluid
Group 1 Group 2
Pavalue
(mean £ SE*) (mean £ SE)
pH 7.75+0.05 7.65+0.06 0.23
LDH= (IU/L) 86071 13704208 <0.01
Glucose (mg/dL) 95+3 86+4 0.07
Protein (gm/dL) 5.3+0.07 5.2+0.09 0.60
ADA' (IU/L) 84+6 89+4 0.49
Total WBC (/mm?) 3274 +531 33911560 0.94
Lymphocyte (/mm?®) 2846 + 466 2948 +1485 0.33
PML®(/mm?®) 295185 298 +108 0.21
*SE : standard error, LDH : lactic dehydrogenase
tADA : adenosine deaminase, PML : polymorphonuclear leukocyte
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Fig. 1. Pleural fluid LDH level in the two groups.
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