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Glucocorticoid Triggers an Attack of Periodic Hypokalemic Paralysis during
Treatment for Diffuse Large B-cell Lymphoma

Kyung Sun Ha, Young Jae Park, Sung Soo Park, Joon Yub Lee, Ji Hyun Kim, Inae Jang, and Jac Ho Byun
Department of Internal Medicine, College of Medicine, The Catholic University of Korea, Seoul, Korea

Hypokalemic periodic paralysis is a rare disorder characterized by sudden onset of weakness and low serum potassium levels.
We report a case provoked by combination chemotherapy including prednisolone. A 23-yr-man, diagnosed with diffuse large B-cell
lymphoma, received chemotherapy. He developed significant weakness in upper and lower extremities during chemotherapy, and
his serum potassium level was 1.7 mmol/L. Potassium replacement restored the weakness. Further workup revealed that pre-
dnisolone had provoked hypokalemic paralysis. As prednisolone triggered an attack of hypokalemic periodic paralysis, it should be
administered with caution, particularly in patients with periodic paralysis. (Korean ] Med 2014;87:625-629)

Keywonds: Hypokalemic periodic paralysis; Diffuse large B-cell lymphoma
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Figure 1. Chest computed tomog-
raphy scan shows multiple lym-
phadenopathy in the left axilla.

Figure 2. (A) Microscopic findings (hematoxylin and eosin, x400) show centroblast morphology with large cells containing scant to
moderate cytoplasm and oval vesicular nuclei without prominent nucleoli. Some nuclei showed grooves, notches, or indentations (B)
CD20 immunohistochemical staining (x400) shows B cell infiltration.
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Figure 3. Concentration of potassium (K+) during chemothe-

rapy. Potassium replacement therapy was conducted during che-
motherapy after one cycle of R-CHOP.
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Table 1. Differentials of hypokalemia and hypokalemic periodic
paralysis

Drug (amphotericin B, tocolytics, and theophylline)
Thyrotoxicosis

Barium poisoning

Diuretics

Primary or secondary hyperaldosteronism
Pseudohyperaldosteronism (licorice ingestion)
Conn syndrome

Bartter’s syndrome

Gitelman syndrome

Renal tubular acidosis

Nephrotics syndrome

Acute tubular necrosis

Diabetic ketoacidosis

Uterosigmoidostomy

Liddle syndrome

Celiac disease

Tropical sprue

Severe infectious diarrhea
Short bowel syndrome
Vomiting

Diabetic acidosis
Insufficient potassium intake
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