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ABSTRACT

Although tuberculosis is one of the most common causes of adrenal insufficiency, especially in
Korea, little is known about adrenal function in patients with active tuberculosis. Rifampicin can also
cause decreased bioavailability of glucocorticoid hormone related to its effect on adrenocorticos-
teroid metabolism consequent to hepatic enzyme induction. Forty-two Korean adults with active
pulmonary tuberculosis were assessed for adrenal function before and after 4 weeks’ antituberculous
chemotherapy (all patients administerd regimens including rifampicin).

There was no difference in serum sodium concentration among the 3 groups, divided by response
of the serum cortisol increment after cotrosyn stimulation. (p>0.05) After the cotrosyn stimulation
test, cortisol responses were subnormal in 3 patients (7.1%), and returned to normal in all but one
patient following a 4 week course of antituberculous chemotherapy.

It is concluded that there is uncommon but definite incidence (7.1%) of adrenal dysfunction in
patients with active tuberculosis. Antituberculous chemotherapy that includes riampicin does not
have an adverse effect on adrenal function. (J Kor Soc Endocrinol 7:61~65, 1992)
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Table 2. Na, K Values in Different Groups Before

Treatment
Increase Na K
of cortisol (ug/dl) (mEq/L) (mEq/L)
Group 1 (0 -9.0) 138.8 3.9
Group 11 (10 -20) 138.4 4.1
Group III (20.1- ) 1374 4.4
Mean 138.3+5.9 4.1+0.5

P value: N.S (between Group 1 & II, II & 11, 1 & III)

Table 3. Basal and Stimulated Serum Cortisol Concen-

(n=42) trations Before and After Treatment
Mean S.D. Minimum Maximum Cortisol (ug/dl) Before (n=42) After (n=19) P
Age 38.2 17.6 14 74 Basal 14.6%5.8 16.0+5.3 NS
Height (cm) 16.0 8.0 146 177 30 min 24.5x5.9 26.2+5.8 NS
Weight (kg) 52.5 9.9 32.0 79 60 min 28.5+6.5 29.66.2 NS
ESR (mm/hr) 34.4 16.1 11.0 40.4 Increase 11.8+6.9 13.6+5.5 NS
Sex (M/F) 26/16 Incerase==Peak Value - Basal Value
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Fig 1. Serum cortisol change in cotrosyn stimulation before
and after treatment (n=19)
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