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Relationship between Pleural Adenosine Deaminase Level and
Patterns of Pleural Enhancement in Patients with a Tuberculous

Pleural Effusion on CT Scan
Hwa Yeon Lee, M.D.

Department of Diagnostic Radiology, Hospital of Chung Ang University, Seoul, Korea

Background: This study examined the relationship between the pleural adenosine deaminase (ADA) level and the
patterns of pleural enhancement in patients with a tuberculous pleural effusion (TPE) shown on a CT scan.
Methods: The charts and CT findings of 44 patients with TPE from February 2002 to October 2006 were reviesed
retrospectively. A diagnosis of TPE was made by the pleural ADA level with a follow-up (24/44), sputum smear or culture
of sputum (16/44), pleural fluid culture (3/44) or pleural biopsy (1/44). The patients were divided into two groups
according to the ADA level(Group I [n=12]: 40-70, Group II [n=32]: >70 U/L). The presence or absence, maximal
thickness and patterns of pleural enhancement were analyzed. The pattern of pleural enhancement was classified into
diffuse or focal, smooth or irregular and interrupted or continuous. The difference in CT findings between groups I and
group II were analyzed using an unpaired T test, Chi-square test and Z test.

Results: All 44 patients showed diffuse pleural enhancement on the CT scans. The maximal pleural thickness of groups
I and II was 1.83 = 1.03 mm (1-4 mm) and 3.63 + 1.78 mm (1-8 mm), respectively (p =0.0002). Pleural thickening >
5 mm was only demonstrated in 31.3% of patients in group II (1(/32). Diffuse interrupted pleural thickening was noted
in 91.7% (11/12) of patients in group I and 62.5% (20/32) in group II, respectively. Diffuse continuous pleural thickening
was observed in 8.3% (1/12) of patients in group I and 37.5% (12/32) in group II, respectively (p=0.0748).
Conclusion: Pleural thickening = 5 mm on the contrast enhanced CT is rare in patients with Lymphocyte-dominant
TPE in whom the pleural ADA level is between 40-70 U/L. (Tuberc Respir Dis 2007: 62: 486-491)
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Table 1. Laboratory Characteristics of the Patients

Variables Group | Group I p value

Protein (g/dL) 4.64 +1.24 5.28 + 0.63 0.1143

No of lymphocytes 81.00 + 14.34 87.88 £ 14.29 0.3046

Glucose (mg/dL) 114.83 + 28.39 93.44 + 42.71 0.0644

LDH (U/L) 682.75 + 437.74 967.47 + 1260.34 0.2466

Variables are mean = SD.
No: Number: LDH: Lactate dehydrogenase
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Figure 1. Diffuse, intermittent, and smooth pleural
enhancement pattern in a 58-year-old man with a
tuberculous pleural effusion on the contrast-enhanced
CT scan (ADA level, 46 U/L). Diffuse, intermittent,
and smooth pleural enhancement (arrows) with a
right pleural effusion is noted at the level of the left
atrium on a contrast-enhanced CT scan. The maximal
thickness of pleural enhancement is approximately 2
mm.
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Figure 2 Diffuse, continuous, and smooth pleural
enhancement pattern in a 28-year-old man with
tuberculous pleural effusion on the contrast-
enhanced CT scan (ADA level, 120 U/L). Diffuse,
continuous, and smooth pleural enhancement
(arrows) with a right pleural effusion is noted at the
level of the liver on the contrast-enhanced CT scan.
The maximal thickness of pleural enhancement is
about 6 mm.
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