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CT Follow-up Review of Chronic Pulmonary
Aspergillosis

LIANG Jian—hua, LI Yuan—zhang, HUANG Xiao—yan,et al., Department of Radiology,
The Fifth Affiliated Hospital of Southern Medical University, Guangzhou 510900, China

[Abstract] Objective To investigate the changing of lesions CT signs about chronic
pulmonary aspergillosis. Methods 66 cases of chronic pulmonary aspergillosis second to
obsolete pulmonary tuberculosis who had complete clinical and Chest CT data over the
last 9 years were collected. All patients were divided into three groups according to the
changing of lesions CT signs. The patients with the stable lesions which CT signs without
changing were divided as Group I, and with the unstable lesions who were divided into
two groups as group Il and group Il. Group I requires having invasive cavity, and
Group Il requires the CT signs of aspergillus inside the cavity having changed and the
cavity without changing. Reviewing and comparative analyzing clinical information and
CT signs of each group. Results 1 We found 18, 16 and 32 cases of group I, group I
and group Il, respectively. 2 Compared with group I, The positive results for serological
test and inflaimmatory makers for aspergillus were more common in group I (10/16,
12/16) and group Il (24/32, 19/32), and the cases of immunocompromised patients were
more common in group ll[(17/32). 3 The CT signs of simple cavity with aspergilloma,
simple cavity without aspergilloma and complex cavity with aspergilloma were most
commonly found in group I (11/18), group I (11/16) and group Il (20/32), respectively.
Conclusion Chronic pulmonary aspergillosis are in a dynamic process of development.
Through chest CT follow—up reviewing for lesions, we can raise the accuracy of
radiological diagnosis in chronic pulmonary aspergillosis and provide complete radiological
basis for clinical classification.

[Key wrods] Chronic Pulmonary Aspergillosis; X—ray, Computed Tomography; Follow—

up Review
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