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A case of chest wall tuberculosis treated successfully by abscess drainage and antituberculous
chemotherapy
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Primary tuberculosis of the chest wall is rare and it resembles pyogenic abscess or tumor in clinical features. Thus, the
distinction of them can be difficult. Although it has been known that chest wall tuberculosis is usually presented with a painful
mass that is frequently cystic, doughy, or soft and may fluctuate on physical examination, cold abscess, meaning swelling
without inflammation, is one of the characteristics of the chest wall tuberculosis. Tuberculous cold abscesses of the chest wall
are infrequently encountered and reportedly represent less than 10% of all skeletal tuberculosis cases. The presentation of cold
abscesses is a progressively enlarging mass with or without destruction of the underlying bone or cartilage, and the consistency
of the mass may be soft or firm. Some reports have demonstrated that chest wall tuberculosis occurs by one of three
mechanisms of spread: (1) direct extension from the underlying pleural or pulmonary parenchymal disease, (2) hematogenous
dissemination that is associated with the activation of a dormant tuberculous focus, and (3) direct extension from lymphadenitis
of the chest wall. The diagnosis of chest wall tuberculosis is made by bacteriologic examinations for detecting acid-fast bacilli,
polymerase chain reaction, or culture of aspiration specimens or postoperative specimens. Although recent trend of treatment of
chest wall tuberculosis is combination therapy, surgical excision, and postoperative antituberculous chemotherapy, but the
treatment of chest wall tuberculosis has no concensus. Here, we report a case of chest wall tuberculosis treated successfully by
abscess drainage and antituberculous chemotherapy.
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