Zopdel=7] &7 A194 A1 E, pp7l~77, 2009

- 25T - ol

— =Abstract=

Paradoxical Response to Chemotherapy
in Tuberculous Pleural Effusion
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It is defined as the paradoxical response when the clinical or radiologic worsening of old
lesions or the development of new lesion occur in spite of appropriate antituberculous thera-
py. The paradoxical response can occur as an intracranial tuberculoma, pleurisy, pericarditis
and contralateral new parenchymal lesions. However, poor compliance with therapy, drug re-
sistance, non-tuberculous mycobacterium, or another underlying condition as lung cancer
should be ruled out before concluding that the treatment is the cause of the exacerbation.
The case reports of paradoxical response have been mainly reported in adults, but extreme-
ly rare in children. We report a case of paradoxical response in which a new parenchymal
lung lesion developed during antituberculous therapy in a 14-year-old female patient with
tuberculous pleurisy. She experienced clinical improvement with steroid therapy in addition to
antituberculous therapy. [Pediatr Allergy Respir Dis(Korea) 2009;19:71-77]
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nodeficiency virus, HIV)Z <18t WA 34} T A AAASAA A 1611 cm (50-
of THtEl ZAdo| 3t H v} ZEANE 9o 75 percentile), A% 50.9 kg (50-75 percentile)
M= HIVE QIgh Hgdgskato) A Ado] 9l& ollal AAZHASF= €9k 110/60 mmHg, ™
Aol A wes wEe ¢ vk Ravb ¥ 823/, 5§ 203]/E AR eY Al
= o] 383CRE AR} EYTh Z2ZA F4
HdA g F2 ARISAt A Byl 9] WA AAE Holil FARA T A3
a1, Zobgkate Mo Hals 3 =E ) o] A a1 AR et ergkom QA A Hl
52 A FUH9S FAMAR A8 T AR JIbd Foe SEEA skt FR
of drAow FHYe ofstE HQl 144 oA A tiAA BFEFS B FHEES floeu
Safol| A, AAMA g0 e A wkgow 9 E2Z Foko TELo thh HaEgn U
Aeetal 2 Rol= ARE T4 T4& B 2 A S Fsdh s AR A0l e
Z1el #E F9 1@¥ 9 Hashes vlo|th o ARES SYA &t BEe F=esla
Fee Ao R SRon HFg 9 A
= 2l T TES ik BCG e BEEA] gk,
716} ARAl B 9o So] A2 wEE A gk
B X 000, ol 144 o

Foa: Y S50 §F HIARM A7 9§ XA dAIA R 92
MY g A AL dobs WYl gan eodzstel =2 3 Aw 74 2ale] B

25 AFH 8H SFew s 2% o (Fig. 1A, 1B)
=l e Arstel ddskint AL A AN BRI AN BHT
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Fig. 1. Chest PA (A) and chest right decubitus (B) on the ad-
mission day show pleural effusion with pneumonic consolidation
on the right lower lung field.
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Fig. 2. Chest PA on the 8th day after admis-
sion shows marked disappearance of the pleu-
ral effusion with pneumonic consolidation on
the right lower lung field.

Fig. 3. Chest PA on the 50th day after the
initiation of anti-tuberculosis therapy shows a
new round lesion (arrow) (diameter 2.4 cm)
on the right middle lung field.

Fig. 4. Chest PA (A) and chest CT(B) on the 78th day after the
initiation of anti-tuberculosis therapy show a new round lesion
(arrow) (diameter 2.6 cm) on the right lower lung field.
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Fig. 5. There is no new lesion and the size of pre-existing round
lesions is decreased on chest PA (A) and chest CT (B) of 141th
day after initiation of anti—-tuberculosis therapy.

FA A=
g A, A A
A3 Ao WP S
BAE, N9A AE AR
g Adegon Aaws
Fxpe] g 7ot B
o) gl WA Akl

mm°, CRP 3.4 mg/dL= Eo] 27 glo] <A "

Fig. 6. The round lesions on the right lung
field on chest PA of the 236th day after the
initiation of anti-tuberculosis therapy are
slightly decreased when compared to those on
the previous chest radiographys.
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Fig. 7. Chest CT on the 268th day after the
initiation of anti-tuberculosis therapy shows
that pre-existing round lesions are decreased.
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