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A case of rhabdomyolysis induced by the approved daily dose of a traditional Chinese medicine
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We report a case of a 67-year-old woman with hypokalemic rhabdomyolysis induced by
pseudohyperaldosteronism. The pseudohyperaldosteronism in this case was caused by the administration of a tra-
ditional Chinese medicine, which contained 2.0 g of licorice in the approved daily dose. She started to suffer
from hypertension and general fatigue after taking the medication, but continued it for two years until admission
after an episode of diarrhea and vomiting. On admission, severe hypokalemia (1.6 mEq/L) and increased serum
creatinine kinase (8,778 IU/L) was noted. With the findings of a high transtubular potassium concentration gradi-
ent (TTKG) in spite of low plasma renin activity and a low plasma aldosterone concentration, we suspected lico-
rice—induced pseudohyperaldosteronism as the cause of her hypokalemic rhabdomyolysis. The Chinese medi-
cine was terminated, and she received appropriate hydration and potassium replacement therapy as judged by
the value of TTKG with the result that her serum potassium and creatinine kinase levels were normalized with-
out any more adverse events. Since it was only a low dose of licorice (2.0 g/day) that induced hypokalemic rhab-
domyolysis in this case, serum electrolytes should be examined in all cases under the possible consumption of
licorice.
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Table. Laboratory data on admission

Complete blood count Na 148 mEq/L Urinalysis
WBC 8,000/uL K 1.6 mEq/L pH 7.5
RBC 3.77x10%/uL Cl 91 mEq/L protein 1+)
Hb 12.5 g/dL Glu 96 mg/dL glucose (£)
Ht 36.7 % CRP 0.6 mg/dL OB (3+)
Plt 21.4x10%/uL Osm 294mOsm ketone 1+)

Sediment

Blood chemistry PRA 0.3 ng/mL/hr RBC 5~9/HPF
T-Bil 1.7 mg/dL PAC 3.3ng/dL WBC (=)
AST 190 1U/L Cortisol 33.04 ug/dL cast (=)
ALT 76 1U/L ACTH 18.2 pg/mL Cr 28 mg/dL
LDH 564 1U/L Free T4 1.16 ng/dL Na 67 mEq/L
CK 8,778 1U/L TSH 4.69ulU/mL K 30 mEq/L
CK-MB 56 1U/L cl 73 mEq/L
TP 6.4g/dL  Blood gas (0, 3 L/min) protein 6 mg/dL
Alb 3.6g/dL pH 7.588 Osm 324 mOsm
BUN 9.0 mg/dL PO, 145 mmHg Ald <80 ng/dL
Cr 0.8 mg/dL PCO, 47.2 mmHg 24h CCr 73 mL/min
HCO, 45.2 mmol/L TTKG 17

Ald, aldosterone ; OB, occult blood ; Osm, osmolarity

KCI IV (mEg/day)
Prandial K ~50mEqg/day

KCI PO (mEqg/day)

Spironolactone

PAC 3.3 25 25 25
PRA 0.3 0.1 0.2 0.1
6
23
a 23
G o
g 34
£  E
= 3 s o
X ¥ T
E ol
o P4
s Ceo
[
| =]
0 : —0—0 L @ @ 0
0 7 14 21

days after admission

Fig. Clinical course
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