<87 AE A1 E
Rifampicin of] 2]3F FA4 &
ghoFol gk o] s}l
gED - AUEH
= Abstract=

A Case of Rifampicin-induced Acute Renal Failure and Anaphylaxis

Heung Kon Hwang, M.D., Hun Kil Lim, M.D., Bang Hun Lee, M.D.
and Chung Kyun Lee, M.D.

Department of Internal Medicine, College of Medicine, Hanyang University

The authors reported here a 23 years-old female patient with acute renal failure and ana-

phylaxis induced by rifampicin, who was suffered from exudative pericarditis.

The diagnosis was made by its reproducibility with rifampicin.

The pathogenesis of acute renal failure and anaphylaxis in this case was thought to be

immunologic mechanism, because of elevated IgE and depressed complements.. Relevant lite-

rature was also reviewed.
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Table 1. Blood Chemistry and CBC Findings

On Admision HD #14 HD #22 HD #27
Na (mEq/L) ‘ 140 - 132 146
K (mEq/L) : 4.0 — 5.7 3.5
Cl (mEq/L) 110 — 106 115
BUN (mg?%) 13 22 44 14.2
Creatinine (mg%) 0.7 1.1 3.1 0.7
SGOT (1.U.%) 15 30 254 37
SGOT((1.U.%) 5 20 240 38
Ca (mg?%) 8.7 8.3 7.6 7.5
P (mg?%) 3.7 4.5 7.4 3.6
Hb (g7%) 9.8 9.6 9.4 9.6
WBC (/mm?) 4,000 2,300 12,700 4,500
214, 000 168, 000 207, 000 328, 000

Platelet (/mm?)

Tahle 2. Other Laboratory Findings on Admission

ASO titer 66 Todd U

CRP (=)
Rhematoid Factor (=)
L.E. Cell (—)x3
Widal test (-
Blood Culture(HD #12) (=)x2
Urine Culture(HD #12) (-)x2
Sputum Culture (-)
Sputum AFB (—-)X3
Pericardial Fluid
S.G. 1.028
RBC(/mm?) 1,620
WBC(/mm?) 470(P:37%, L:63%)
Protein(g?;) 4.4
Glucose(mg?;) 121
LDH(U/ml) 216
AFB =)
Culture =

4% Byor A 3453
AT 4 ﬂs’iv} H5E snksle gl
o5 £ SFQEA s5em A RS S FkE
ZAald sk dgled AN w4 £4¢ 2y
b vl X EA ¢ ‘°-4 245 A + d=
4R godeh AR QA= FE5EESY pitting edema
Sf £Fd A ?’:——2—%% Bygom AAFTAH AAe A
Aolgdy wa AFWete 16cm HOeolglm rleojw &
2oeth

HAb 2 ¥4y AA4L P44 9.8g%,
atocrit 29.9%, W¥T 4, 000/mm3(ctA T 53%, o
T 41%, FHT 4%, BAT 1%, H1FAAAT 1
%), ¥&3t 214,000/mm3g o HY T P33 £E=
47mm/hrolgiel, A4 W AN Add FAe
FArolglon @l A3t A A4 albumin/globulin
(2.8/3.4)¢] dA ol9el FAelgvi(Table 1), =

hem-

o] A £AL Table 2 ¥ Fig. 1914 X ufe} 7+
}.

B2 OXMad: gole] meake] AlgE Al e(C/T=
74%) W oks|okell B3 E X} pasle] ol Al A

W AHEAA o elsoke) AR g £AE E F
el sl e} (Fig. 2-A).

MME AH: A X4 low voltage &
A4E ®gch(Fig. 3).

MEZDH ad s 4wk 2 Ay 25& FAeld2
oAl A o] ksl FH Y Fubed] AA  echo-free
space & #AL 4 gd=h(Fig. 4).

el Hab: A AEY Add £38 B A A

T3 9
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Fig. 1.

Schematic presentation of hospital course.

A
Fig. 2. Chest P-A(A: on admission B: after pericardiocentesis).
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Table 3. Other Laboratory Findings at Anaphylactic Attack

Gas study Spinal Fluid
pH 7.33 Pressure(cm H,0) 29.5
PCO,(mmHg) 33 RBC(/mm?)
PO,(mmHg) 52 WBC(/mm?) 69(P:58, L:492)

HCO;(mmol/1) 17

Blood Culture (—) Protein(mg/dl) 305
Urine Culture (=) Glucose{mg/dl) 3%
L.E. Cell (=) Chloride(mEq/L) 126
AN.A, (=) Culture (-)
Coomb’s test (—=) AFB (-)
(after discharge)

IgE(1.U/ml) 445 180

Cs(ng/dl) 19 45.9

Ci(ng/dl) 10 12.2
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Fig. 3. E.K.G. finding on admission (Lead T).

Fig. 4. Echocardiographic findings on admission.

4, #A BUN 3} creatinine 518} &t%3 Ho
1894 AN B F}d T Ay 24 8 B 44 hydrocortison x} antihistamine, epinephrine, lasix
9 245 ¥ ALE FARHGw UT W ga P T 89S AW, W A £9F FAE 2

BE thb AT 1, Tk D, oF Az 0 2 2 A7) 57H8, 30012,
s Ay FANAE th] Bdd F 303 FEe] B 700/mm¥)e} HAuke) zh4(263, 000207, 000/mm®)E
E3 TE 9 @RS ZTiegoed Apy BB o, b 7&*}% W3 1,012, Rkl e H, Hx o,
ghal 14 (39.5°C), AALE] whxl, whupx @ 4%, 9 Fabsdv) 7 4 el 7 10~20/HPF, A8 F 5~10/HFP,

8 44 Na % 99mmEq/L ¢ 1 &} Q384 24 BUN
A} ©)eksl x]uo] 44 mg9%, creatinine 3,1mg%, GOT/GPT 254/240

FARY 1.U., posphorous 7.1mg% & &7t e ¢glgl o A
& APstd TFL thd SAEgm 7 w4 a9k 80 W AsA e Na 132mEq/L, K 5.3mEq/L, Cl 106m
/60 mmHg, & 38.5°C, =%} 1203]/%, 3% 363 Eq/Lglen g3y IgE= 451.U./ml 2 Frbseof ¢
B, e &wigk 100 cc i*é] anaphylaxis £74 ¢ ¥ gz Cy Co= A7 19ng/dl, 10 ng/dl 2 zhkse] gl

~
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QA4 [gE S F 4z ¥ 1Al $74E 290 (Fig,
1, Table 3).
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