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Fig. 1 (a) Chest CT on 2008 showed multiple small nodular shadows in the upper lobe of the right lung.
(b) Chest X-ray (b-1) on admission to another hospital (May 2010) showed right pleural effusion.
Chest CT (b-2) showed the same findings. In addition, left pleura was slightly thickened, indicating the
beginning of inflammation on the left pleura (<—). Multiple small nodular shadows that were found in the
chest CT on 2008 changed into subpleural linear shadow. (b-3)

(c) Chest X-ray (c-1) on second admission to our hospital (July 2010) showed left pleural effusion. Right
pleural effusion was steadily decreased. Chest CT (c-2) at the same time showed left pleural effusion and
that pleural thickening progressed. No new lesion of lung field was detected.
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Table Laboratory findings on second admission

Hematology Blood Chemistry
WBC (/ ul) 4400 TP (g/dl)
Neu (%) 75 Alb (g/dl)
Mon (%) 6.9 AST (U/I)
Lym (%) 15.8 ALT (IU/1)
Eos (%) 2.3 LDH (1U/)
Hb (g/dl) 13.0 CK (U/I)
Plt (/pl) 32.9X10* ALP (IU/I)
ESR (mm/hr) 57 y-GTP (1U/I)
T-Bil (mg/dl)
Serology BUN (mg/dl)
1gG (mg/dl) 1739 Cre (mg/d/)
IgM (mg/dl) 58 Na (mEq/l)
IgE (IU/ml) 111 K (mEq/l)
CRP (mg/dl) 8.03 BNP (pg/ml)
B-D glucan (pg/ml) <6.0
HBs-Ag (—)
HCV-Ab (=)
HIV-Ab (—)
QFT TB-3G (+)

Thoracentesis (left effusion)

7.6 Gravity 1.038
4.0 Protein (g/dl) 5.7
24 LDH (IU/I) 669
16 CEA (ng/ml) 1.8
198 ADA (IU/L) 99.6
95 Cells
232 RBC 1+)
35 Neu ()
0.67 Lym 2+)
13.6 His 1+)
0.63 QFT TB-3G (+)
136 TB (smear) (—)
4.0 TB (culture) (=)
8.4 TB (PCR) (—)
Pleural biopsy, left
TB (smear) (+)
TB (culture) (+)
TB (PCR) (+)

Fig.2 Medical thoracoscopy was performed on the third admission day. White, eminent lesions
were observed diffusely on the left parietal pleura. The smear and culture of biopsy sample from

that lesion were positive for tuberculosis.
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Case Report

A CASE OF TUBERCULOUS PLEURISY DEVELOPING CONTRALATERAL EFFUSION
DURING ANTI-TUBERCULOSIS CHEMOTHERAPY
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Abstract A 55-year-old woman was admitted to our hospital
because of chest pain, fever, and right pleural effusion that
was exudative and lymphocyte-dominant with a high level of
adenosine deaminase (ADA). Since her blood QuantiFERON-
TB®3G test (QFT) was positive, she was diagnosed with
tuberculous pleurisy. After initiation of anti-tuberculosis
chemotherapy with isoniazid, rifampicin, ethambutol, and
pyrazinamide, her symptoms improved. Later, liquid culture
of the pleural effusion turned positive for Mycobacterium
tuberculosis. On the 18th day of treatment, her chest X-ray and
computed tomography exhibited pleural effusion in a moderate
amount in the left thorax, with subsiding pleural effusion in the
right thorax. Thoracocentesis demonstrated that the left thorax
effusion was also exudative and lymphocyte-dominant, with
elevated QFT response and high ADA concentration, suggest-
ing tuberculous pleurisy. Mycobacterium tuberculosis was
detected in the culture of a left pleural biopsy specimen
obtained by thoracoscopy. We assumed that the left pleural
effusion was due to paradoxical worsening because (1) on
admission no effusion or lung parenchymal lesion was detected
in the left hemithorax, (2) on the 14th day of treatment she was

afebrile without pleural effusion on both sides, and (3) the
bacilli were sensitive to the drugs she had been taking regularly.
We performed drainage of the left effusion and continued the
same anti-tuberculosis drugs, which led to the elimination of
all her symptoms and of the pleural effusion on both sides. In
conclusion, paradoxical worsening should be included in the
differential diagnosis when contralateral pleural effusion is

detected during the treatment of tuberculosis.
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Contralateral pleural effusion
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