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Serum angiotensin—converting enzyme (S—ACE) was measured in twenty five patients
with pulmonary tuberculosis (four : miliary tuberculosis, twenty one : non—miliary tuber-
culosis) and in twenty five healthy subjects. S—ACE was determined by fluorimetric as-
sey (modified Lieberman method).

The mean value of S—ACE in normal controls was 27.5 = 6.3/ m/ with range 21.0
to 34.0#/m/. Four patients with miliary tuberculosis had elevated levels of S—ACE
(mean 49.6 + 9.4, range 39.9 t0 65.7). On the other hand, twenty one patients with non—
miliary tuberculosis had normal ACE levels (mean 28.3 * 10.2, range 14.1 to 52.1).
According to the chest X—ray (Gakkai classification), eleven patients with extensive
bilateral tuberculosis showed higher ACE levels (mean 36.2 * 14.8, range 14.1 to 48.3)
than those of twelve patients with unilateral tuberculosis (mean 28.7 = 10.3, range 11.9
to 52.1), but there was no significant difference between both groups. There was also
no significance between the S—ACE levels and arterial Po; levels and excretion of acid
fast bacilli.

It is concluded that the S—ACE is elevated in miliary tuberculosis but normal in non
miliary tuberculosis. The elevation of S—ACE level in miliary tuberculosis may be due to
the systemic activation of the reticuloendothelial system.
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Fig. 1. Serum ACE levels in patients

with miliary and non—miliary tubercu-
losis.
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Fig. 2. Serum ACE and arterial Po.
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Fig. 3. Serum ACE and extension Fig. 4. Serum ACE and excretion
of lesion on chest X—ray. of acid fast bacilli.

Fig. 5. Tuberculous lymph node.
Young epithelioid cell granuloma near large central
caseation showed marked ACE activity but weak activity

in central necrosis.
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