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Infection is a possible cause of rhabdomyolysis. We describe the case of a 63-year-old male with malaise and erythematous 

papules on the right C5–C7 dermatomes, consistent with herpes zoster. Serum antibody and Tzanck tests of the skin lesion 

were positive. Increased serum creatine kinase (CK) and myoglobin levels and cola-colored urine indicated the development 

of rhabdomyolysis. Acute kidney injury was also observed. After excluding other possible predisposing factors, the patient was 
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acyclovir was administered. While CK levels declined to normal by day 13, the renal function was not restored. The skin lesion 
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treatment and that poor VZV infection control could lead to irreversible kidney injury. In addition, systemic acyclovir should 

be administered carefully due to its complication of nephrotoxicity.
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acute kidney injury (AKI) and provided possibly appropriate 

treatment.

CASE REPORT
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history of malaise, decreased appetite, and multiple painful 

erythematous skin rashes on his left anterior chest and shoulder. 

Cola-colored urine occurred 2 days after admission. The patient 

had no underlying disease, current medication treatment, or 

weight loss in the past year. His vital signs were normal without 

any signs of fever, tachycardia, or hypotension. Physical 

examination revealed moist oral mucosa and pustular papules 

���
!����*���
�	����	�
��
��$	�	��
����	�
�*
�
	
�	�	��"�	��
��


a red base were noted at the right C5, C6, and C7 dermatomes. 

CASE REPORT

INTRODUCTION

Rhabdomyolysis is not an uncommon syndrome 

encountered in clinical practice. It can be caused by trauma, 

excessive exercise, immobilization, drugs, toxins, thermal 

extremes, grand mal seizures, metabolic and electrolyte 

disorders, genetic disorders, and infections. The viral 

infections reported to have caused rhabdomyolysis worldwide 
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cytomegalovirus, herpes simplex virus, Epstein–Barr virus, 

Coxsackievirus, West Nile virus, and dengue virus.1,2 A few 

cases of varicella-zoster virus (VZV)-induced rhabdomyolysis 
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VZV-induced rhabdomyolysis in Taiwan and reviewed 

VZV-induced rhabdomyolysis. We also discussed subsequent 
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Serum antibody including IgG and IgM of VZV and Tzanck 

tests of the skin lesion performed by dermatologists revealed 

positive results. Blood analysis showed elevated creatine 

kinase (CK) (20,000 U/L), myoglobin (1389 ng/mL), aspartate 

aminotransferase (474 U/L), alanine transaminase (103 U/L), 

and lactate dehydrogenase (718 U/L) levels. Urinalysis 

revealed a positive occult blood reaction in the absence of red 
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with rhabdomyolysis. Other blood tests showed the following: 

white blood cell count, 8570/�L; hemoglobin, 11.9 g/dL; 

platelet count, 176 × 103/�L; C-reactive protein, 13.32 mg/dL; 

creatinine, 3.0 mg/dL; urea, 35 mg/dL; sodium, 134 mmol/L; 

potassium, 3.2 mmol/L; pH of the vein, 7.35; and bicarbonate, 

24.8 mEq/L. His renal function was in the normal range 
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cytomegalovirus, and Epstein–Barr virus were negative.

On admission, twice daily topical acyclovir was prescribed 

for the skin lesion. Extracellular volume with vigorous alkalized 
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mL/kg/h. His CK levels slowly declined and returned to normal 

through day 13, but his renal function was not restored [Figure 1]. 
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13 [Figure 2]. An episode of hospital-acquired pneumonia with 

a deterioration of renal function developed after completing the 

treatment for rhabdomyolysis (day 19). However, the patient 

refused resuscitation and died several days later.

DISCUSSION

The possible causes of rhabdomyolysis in this patient, 

including trauma, exhausting exercise, seizure, shock, or 

electrolyte imbalance, were excluded from the study. VZV 

infection was the most predisposing factor for rhabdomyolysis. 

The normalization of CK level was consistent with the 

convalescent phase of herpes zoster, strengthening the 

diagnosis of VZV-induced rhabdomyolysis.

Rhabdomyolysis caused by VZV is not common, especially 

when presented with herpes zoster. A review of reported cases 

of VZV-induced rhabdomyolysis in the English-language 

literature indicated that most presented with varicella and 

only one case presented with herpes zoster [Table 1].3-11 The 

proposed mechanisms for infection-induced rhabdomyolysis 

include direct pathogen invasion of muscle, tissue hypoxia, 

low oxidative and glycolytic enzyme activity, activation of 

lysosomal enzymes, and mechanisms implicating endotoxins.1 

Seven of ten (70%) cases experienced AKI, which is higher 

than previous reports.12 However, all of the reported cases had 

restored renal function except for our case.

The indications for antiviral treatment in patients with herpes 

����	�
������	
��	
���
�	���?
���	���	
��
�	�	�	
"���?
�	�	�	
���
?


involvement of the face or eye, other complications of herpes 

zoster, and immunocompromised state. Oral or intravenous 

antiviral treatments are recommended.13 In other reported cases, 

systemic acyclovir was administered. However, in our case, only 

topical acyclovir was applied to the visible skin lesion. Despite 
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AKI still occurred. This may be attributed to the nature of 

rhabdomyolysis or inadequate infection control under topical 

antiviral treatment. Therefore, thorough and timely suppression 

or eradication of the pathogen may be the crucial strategy for 

the treatment of VZV-induced rhabdomyolysis. Further, research 
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Systemic acyclovir is a well-documented nephrotoxic agent. 

Aldehyde metabolites and crystal precipitation of acyclovir in 

renal tubules due to low solubility are factors that can result 

in acute tubular necrosis.14 The nephrotoxicity of systemic 

acyclovir may have contributed to the higher prevalence of 

AKI in patients with VZV-induced rhabdomyolysis. In the case 

reported by Lee et al.,4 renal function recovered after replacing 

acyclovir with antibodies against VZV. Another case with AKI 

had restored renal function after discontinuation of acyclovir.6 

Famciclovir and brivudine are reported to be safe substitutes 

for patients with acyclovir-induced nephrotoxicity.15,16

Figure 1: While the plasma creatine kinase (U/L) concentration slowly 

declined and was within the normal range until day 13, there was no reduction 

in plasma creatinine levels (Cr, mg/dL) Figure 2:
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CONCLUSION

Rhabdomyolysis is considered a possible complication in 

patients with VZV infection that might be underdiagnosed, 

because CK levels are not routinely checked in clinical 
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of VZV-induced rhabdomyolysis in Taiwan. The associated 

literature review highlighted that systemic antiviral treatment 

was suggested and that poor infection control could lead to 

irreversible kidney injury. The use of systemic acyclovir 

should be cautioned due to the complication of nephrotoxicity.
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