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Isolated Leukopenia During Antituberculosis Treatment

Hun Ho Song, M.D., Chae-Man Lim, M.D., Sang Do Lee, M.D.,
Younsuck Koh, M.D., Woo Sung Kim, M.D., Dong Soon Kim, M.D.,
Won Dong Kim, M.D., Tae Sun Shim, M.D.

Department of Internal Medicine, University of Ulsan College of Medicine,
Asan Medical Center, Seoul, Korea

Background : Isolated leukopenia is rare, but it has important clinical implications during antituberculosis
treatment. Inadvertent discontinuation of short-course regimen drugs for fear of leukopenia inevitably will ex-
tend the duration of treatment, and the completion of treatment will be delayed. However no guidelines con-
cerning proper management for leukopenia during antituberculosis treatment have been presented. Therefore,
this study was performed to evaluate the possibility of continuing the same short-course regimen if a mild-to-
moderate degree of isolated leukopenia was to develop during antituberculosis treatment.

Method : Thirty-six patients who had been prescribed a short-course antituberculosis regimen between Janu-
ary 1997 and August 1999, had newly developed, mild-to-moderate degree, isolated leukopenia during medica-
tion, and had continued the same drug regimen despite leukopenia were enrolled. One patient was not available
for the follow-up, so the remaining thirty-five (twenty-five prospectively and ten retrospectively) patients
were analyzed. Patients who had other kniown causes of leukopenia were excluded. A mild-to-moderate degree
of isolated leukopenia was arbitrarily defined as having a peripheral blood leukocyte count between 2,000 and
3,499/mm? and no evidence of coexisting hematologic abnormalities.
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Results : 1) All thirty-five patients were able to complete short-course anti-tuberculosis treatment without
complication or further decrease of leukocytes count to less than 2,000/mm? despite continuous treatment with
the same regimen. 2) The mean duration from start of antitituberculosis medication to detection of leukopenia
was 64 165 days. 3) The mean leukocyte count was 5,035 + 1,583/mm? before treatment, and the its lowest
count was 2,908 + 390/mm? during treatment. Leukopenia recovered after completion of treatment (4,283 +1,
269/mm?®). 4) The main component of leukopenia was the decrease in neutrophil count (3,361+1,732 vs. 1,512
+423/mm’®, p<0.05).

Conclusion : For mild-to-moderate degree of isolated leukopenia (2,000/mm?< WBC<3,500/mm?®), develop-
ing during short-course antituberculosis treatment, the short-course antituberculosis regimen may be continued
without complications. { Tubercuosis and Respiratory Diseases 2000, 48 : 420-427)
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Table 1. Patients characteristics

Prospective Retrospective Total

No. of patients 10 35
Age (years) 47+18 43 +21 46+18
Sex (M : F) 10:15 3:7 13:22
Duration to leukopenia (days)* 68+71 50 +51 64 £ 65 (2-305)
Diagnosis

Pulmonary tuberculosis ** 4 23

Extrapulmonary tuberculosis 12
Method of diagnosis

Bacteriologiclly 3 10

Histologically 3 10

Clinically 4 15

*Duration from the start of treatment to detection of leukopenia.

**Including tuberculous pleurisy.

Table 2. The changes of the peripheral blood leukocytes

Pre-treatment Minimum Post-treatment

Total leukocytes (/mm?) 5,021 +£1,605 2,911 +395* 4,248 +1,270
Neutrophils (/mm?) 3,319+1,747 1,485 +396* 2,363 +£1,080

(%) 64.3+12.6 50.7 +10.9* 552+12.6
Lymphocytes (/mm?) 1,203 +365 1,002 + 305* 1,368 +452

(%) 25.6+10.9 33.1+12.4* 34.7+11.1
Eosinophils (/mm?3) 139+134 132+ 89 117 £ 89

(%) 2.8+2.38 4.6+3.2* 27122

*$<0.05, compared between pre-treatment and minimum.

T HETSFE 4,248+1,270/mm*o 2 3 EEHE 7
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Fig. 1. Trend of peripheral blood leukocyte counts after detection of leukopenia (**, Day 0) in
prospective analysis (n=25). Leukocyte counts fluctuated without further progressive
decline during treatment. *Pre-treatment baseline leukocyte count. **Detection of mild-

to-moderate degree of leukopenia.
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