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Diagnosis of tubercular peritonitis:
Time for reappraisal
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SUMMARY
This study was performed in two parts. First, a pilot study was
done with 41 patients (between January 1982 and January 1986)
who had bacteriologically proven tubercular ascites and in
whom the ascitic fluid adenosine deaminase activity (ADA) had
been determined. The results were compared with the results in
41 age and sex matched patients with ascites due to alcoholic
cirrhosis (12), cryptogenic cirrhosis (5), malignant disorders
(12), pancreatitis (3) and miscellaneous causes (9). The mean
ascitic fluid ADA activity was 99.8.±49.1 U/L in tubercular
patients and 14.8±8.4 UIL in control patients (p<O.OOOl). A
cut-off of 32.3 U/L had a sensitivity of 95% and a specificity of
98% in distinguishing between the two groups.

Secondly, a prospective study was conducted between February
1985 and August 1987 in 64 consecutive patients with ascites. In
addition to routine diagnostic tests the ADA of their ascitic fluid
was also determined. A diagnosis of tubercular ascites was made
in 11 patients: Positive ascitic fluid culture (5), positive
peritoneal histology (5) and characteristic clinical features and
ascites (1), which resolved on antitubercular therapy. Of the
others, 23 had cirrhosis, 17had malignant disorders, 3 pancreatitis
and 3 ascites as a result of other causes. The mean ADA activity
was 112.6±45.0 UIL in patients with tubercular ascites and
16.3±36.7 U/L (p<O.OOOl) in those with ascites due to other
causes. ADA had a sensitivity of 100% and specificity of96% in
distinguishing cases of tubercular ascites from 'other disease
states.

COMMENTS
Despite considerable advances in the treatment of tuber-
culosis, the diagnosis of tubercular peritonitis remains
difficult to prove. The clinical spectrum of fever, weight
loss and an exudative ascitic fluid containing lymphocytes,
strongly suggests the diagnosis. However, there are
several pitfalls; other diseases have similar features and
there are false negative rates if the diagnosis is based on
standard analyses of the ascitic fluid.' There is a transudate,
and not an exudate, in 29% of patients with tubercular
peritonitis and tubercular peritonitis may co-exist with
cirrhosis of the liver. !

Other investigations such as blind ascitic t1uid culture,
blind needle biopsy of the peritoneum or peritoneoscopy
with biopsy may be difficult and time consuming. They
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also carry some morbidity and need to be done in hospital.
Ziehl-Neelsen staining for acid-fast bacilli is not always
rewarding and positive cultures are obtained in 40% of
the cases.' (However, the positivity rate may increase to
83% when one litre of ascitic t1uid is examined.l) His-
tological examination of percutaneous peritoneal biopsies
provides diagnostic confirmation in 64% of cases.? Positive
results can be obtained in 75% to' 100% of patients if culture
is done together with histological examination from the
tissue biopsied at laparoscopy. 3

There has been a need for a quick and safe method for
diagnosing tubercular ascites with a high degree of sen-
sitivity and specificity. The measurement of the enzyme
adenosine deaminase (ADA) seems to fill this need.
ADA is involved in the catabolism of purine bases. It
catalyses the deamination of adenosine, forming inosine
in the process. Its main physiological activity is related to
lymphocytic proliferation and differentiation. ADA
activity is higher in T than B lymphocytes and there is
increased activity in the immature and undifferentiated
cells. 4 Its activity has been found to be significantly higher
in tubercular pleural effusions compared with pleural
effusions due to other causes.> and in the cerebrospinal
t1uid in patients with tubercular meningitis (compared
with other diseases causing meningitisj.s

The present study is important because it confirms that
ADA differentiates tubercular peritonitis from other
causes of ascites with a high degree of sensitivity and
specificity. Studies from India have now confirmed these
findings." However, it will be premature to consider ADA
estimation to be the final diagnostic test in tubercular
effusions as neoplastic T cells also manifest ADA, and
raised ADA activity has also been found in lymphomatous
pleural effusions. 5
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