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RIFAMPICIN-INDUCED NONRESPONSIVENESS
TO CORTICOSTEROID TREATMENT IN SYSTEMIC
LUPUS ERYTHEMATOSUS : A CASE REPORT
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Accelerated inactivation of corticosteroids following rifampicin therapy has been
recognized. We observed nonresponsiveness to prednisolone treatment during rifampicin
administration in a case of systemic lupus erythematosus with diffuse alveolitis and
concomitant apical tuberculosis.

A 51 year-old woman complained in September 1980, of polyarthralgia and butterfly
erythema of the face. From typical clinical manifestations and positive serological tests,
systemic lupus erythematosus was diagnosed and treatment with prednisolone was started
at a local hospital. To prevent exacerbation of old apical tuberculosis, isoniazid 0.2 g
daily was also administered. Good response was obtained for an initial few months but
dyspnea, diffuse pulmonary infiltrates appeared following prednisolone decrement.

She was transfered to our hospital in August 1981. On admission, she had a few skin
ulcers in bilateral hands and pigmentations over the surface of shoulder, elbow and knee.
Velcro rales were audible over the lung base. No lymphadenopathy was detected.
Laboratory examination revealed positive RA test, antinuclear and anti-DNA antibody.
Thyroid test and microsome test were also positive, but LE test, RNP antibody, SM
antibody were negative. C,, CHs;, were normal but C; was decreased. Chest X-P
revealed diffuse reticular shadows in bilateral middle and lower lung field and nodular
consolidation in right apical region. Although tubercle bacilli was negative in sputum,
exacerbation of tuberculosis were suspected radiologically. Histological specimen
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obtained by transbronchial lung biopsy from the left lung showed mild interstitial
thickening of alveoli with mononuclear cell infiltration.
Prednisolone was increased from daily dose of 5mg to 80 mg and 450 mg of rifampicin,

1,000mg of ethambutol were added, but no response was obtained.

In December 1981,

prednisolone was altered to equivalent dose of betamethasone but minimal improvement

was observed.

After quitting rifampicin on January 1982, dramatic improvement in symptoms,
laboratory data and chest roentgenogram was achieved. Although pharmacokinetic
studies were not performed, we feel that the circumstantial evidence suggests strongly to
increased metabolism of prednisolone by rifampicin-induced microsomal enzymes.
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)7 Bl LDH 197 v/l
iod B L ALP 6.2u/l
FAH 1M LAP 43u/1
WBC 2600/mm?® r—GTP 13u/!
(St 1, Seg 61, Eo 3, Ly 31, Mo 4 %) T—Chol. 207 mg/d!/
RBC 366%10*/mm?® TG 140 mg/d/
Hb 10.6 g/dl TTT 3.7u
Ht 32.2% ZTT 15.7u
MCV 87.7pum’ FBS 71 mg/d!/
MCHC 33.0% BUN 7 mg/dl
PIt. 22.5x10*/mm? Creat. 0.7 mg/d!/
Ret. 9 0/00 UA 5.4 mg/d!/
. Na 140 mEq/ !
HAb K 3.7mEq/!
T.P 6.7 g/dl ]
Al 17 cl 101 mEq/!
a—gl 35% Ca 8.8 mg/(.il
0 Cer 40.5 m//min
a2—gl 9.9%
gl 77% Fe 52 ug/dl
. CPK 110 u/!
r—gl 31.2% 0
T—Bil 0.3 mg/d! CPK: (BB) 0%
D—Bil 0.1 mg/di CPK: (MB) 7%
GOT 98 u/! CPKs (MM) 93%
GPT 4w/ Aldolase 1.3uw/m/
Myoglobin 13.1 mg/m!
x2
1375 B B OHUR - fli iR
ESR 80/114 RA (+)
CRP (+) RAHA <40
ASLO X40 T. u. ANA (+) x40
Coombs (=) anti DNA 35(<15.0)
TPHA (=) Thyroid test X 1600
OGATA (=) Microsome test X 6400
s a7 LR LE test (=)
IgG 2080 mg/d/ RNP—AbD (=)
IgA 431 mg/d! SM—Ab (=)
IgM 215 mg/d/ IC 1.3 ng/m!
IgE 344 u/ml Cs 45 mg/dl
Cs 21.5 mg/dl
E rosette 61% CHso 33 w/ml
EAC rosette 3%

PHA 75245 cpm (648cpm)
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