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Editorial
Varicella is a high infectious disease with a worldwide distribution. According to a WHO 

position paper, global annual disease burden of Varicella is estimated to be 140 million cases [1]. 
Even if it is often considered a harmless disease, it may have a serious course and may require 
hospitalization. Among complications, neurological ones have been reported in previous studies. 
They may be caused by a primary infection or may be associated with a virus reactivation. Generally, 
children present with neurological complications associated to a primary infection. Those associated 
with recurrences are often due to the direct effect of viral replication in the central nervous system. 
Varicella zoster virus reaches the nervous system either through the bloodstream or by direct spread 
from sensory ganglia where it remains latent. The neurological consequences of Varicella reactivation 
are more frequent detached among elderly individuals and immunodeficient patients. Neurological 
involvement in immunocompetent children following Varicella reactivation is exceptionally rare. 
Varicella-zoster virus can infect a wide variety of cells in the central and peripheral nervous system, 
including neurons, oligodendrocytes, meningeal cells, ependymal cells, and cells of the blood vessel 
wall. The wide range of susceptible cells explains the diversity of the clinical and pathologic nervous 
system manifestations of VZV. The spectrum of VZV infection can range from mild symptomatic 
infection to meningoencephalitis.

In fact, neurological complications are numerous and include acute cerebella ataxia, stroke or 
stroke-like episodes, meningitis, encephalitis, myelitis, and vasculopathy.

The pooled prevalence of neurological complications resulting from a systematic review of the 
literature from January 1990 till January 2012 identifies the likelihood of neurological complications 
in the pediatric age in the range 13.9-20.4% [2]. 

Among children, acute cerebella ataxia is one of the most frequent, occurring in about 4-8% of 
those hospitalized for Varicella [3]. At admission, ataxia is the most frequent symptom, with wide-
based gait. Clinical presentation may be also characterized by dysmetry, difficult speech, vomiting 
and cephalea. It has a limited time course and is generally followed by complete recovery. 

In recent years, Varicella has been reported to be the second most common infectious an 
etiology of encephalitis after herpes simplex virus. Diffuse encephalitis most often occurs in adults, 
especially in immune suppressed hosts, such as patients with AIDS and transplant recipients. The 
clinical manifestations include delirium, seizures, and focal neurologic signs. Reported mortality 
rates approach 10 percent and neuropsychological sequelae reported in up to 15 percent of survivors 
[4]. In immunocompetent patients, myelitis may complicate acute Varicella or zoster, usually one 
to two weeks after the development of rash. Its clinical features are paraphrases with sensory-level 
and sphincter impairment. The cerebrospinal fluid either is normal or shows mild pleocytosis with a 
normal protein level or a mild elevation. The condition of most patients improves substantially, but 
some patients have persistent stiffness and weakness of the legs. In immunocompromised patients, 
myelopathy is often more insidious and progressive, and it is sometimes fatal [5].

Cranial nerve palsies may complicate Varicella. Among the cranial nerves, the trigeminal one is 
the most commonly involved. The distribution of symptoms varies, depending on which of the three 
branches of this nerve is affected.

Meningitis and meningoencephalitis have been more frequently detached in the elderly and 
are associated with a prolonged hospitalization [6] .The outcome is generally good, as adults are 
reported to have few, mild neurological sequelae and children no reported neurological deficit [4].

Vasculopathy caused by Varicella may occur after both primary and reactivated infection. It 
may interest both children and adults. 

In children, even if the incidence rate is very low, Varicella is the most common cause of acute 
is chaemicstroke. One or several large or small cerebral arteries may be involved. Visual loss has 
been reported as a sequela in patients affected by Varicella with small artery involvement, such as 
the central retinal artery and the posterior ciliary artery. When the middle cerebral artery is affected, 
contra lateral hemiplegic is often detached [6,7].

Editorial

Neurological complications in Varicella
Bozzola Mauro1 and Bozzola Elena2*
1Internal Medicine and Therapeutics Department, University of Pavia, Italy
2University/hospital Department of Pediatrics, Bambino Gesù Children’s Hospital, Italy

Article Information

Received date: Dec 07, 2015 
Accepted date: Dec 09, 2015 
Published date: Dec 11, 2015

*Corresponding author

Elena Bozzola, University/hospital 
Department of Pediatrics, Bambino  
Gesù Children’s Hospital, Italy,  
Tel: 0039-0668592020;   
Fax: 0039-0668592300;   
Email: elena.bozzola@opbg.net

Distributed under Creative Commons 
CC-BY 4.0

Keywords Varicella; Neurological 
Complications

https://creativecommons.org/licenses/by/4.0/
https://creativecommons.org/licenses/by/4.0/


Citation: Bozzola M and Bozzola E. Neurological complications in Varicella. 
SM J Neurol Disord Stroke. 2015; 1(1): 1003.

Page 2/2

Gr   upSM Copyright  Bozzola E

References

1. WHO. Varicella and herpes zoster vaccination position paper, World Health 
Organization, June, Geneva Vaccine. 2014; 34: 198-199.

2. Bozzola E, Tozzi AE, Bozzola M, Krzysztofiak A, Valentini D, Grandin A, et 
al. Neurological complications of varicella in childhood: case series and a 
systematic review of the literature. Vaccine. 2012; 30: 5785-5790.

3. Bozzola E, Bozzola M, Tozzi AE, Calcaterra V, Longo D, Krzystofiak A, et al. 
Acute cerebellitis in Varicella: a ten year case series and systematic review of 
the literature. Ital J Pediatr. 2014; 40: 57.

4. Grahn a, Studahl M. Varicella - zoster virus infections of the central nervous 
system - Prognosis, diagnostics and treatment. J Infect. 2015; 71: 281-293.

5. Gilden D, Nagel MA, Cohrs RJ, Mahalingam R. The variegate neurological 
manifestations of Varicella zoster virus infection. CurrNeurolNeurosisRep. 
2013; 13: 374.

6. Chamizo FJ, Gilarranz R, Hernández M, Ramos D, Pena MJ. Central nervous 
system infections caused by Varicella-zoster virus. J Neurovirol. 2016.

7. Thomas SL, Minassian C, Ganesan V, Langan SM, Smeeth L. Chickenpox 
and risk of stroke: a self-controlled case series analysis. Clin Infect Dis. 2014; 
58: 61-68.

http://www.ncbi.nlm.nih.gov/pubmed/26723191
http://www.ncbi.nlm.nih.gov/pubmed/26723191
http://www.ncbi.nlm.nih.gov/pubmed/22683522
http://www.ncbi.nlm.nih.gov/pubmed/22683522
http://www.ncbi.nlm.nih.gov/pubmed/22683522
http://www.ncbi.nlm.nih.gov/pubmed/24942129
http://www.ncbi.nlm.nih.gov/pubmed/24942129
http://www.ncbi.nlm.nih.gov/pubmed/24942129
http://www.ncbi.nlm.nih.gov/pubmed/26073188
http://www.ncbi.nlm.nih.gov/pubmed/26073188
http://www.ncbi.nlm.nih.gov/pubmed/23884722
http://www.ncbi.nlm.nih.gov/pubmed/23884722
http://www.ncbi.nlm.nih.gov/pubmed/23884722
http://www.ncbi.nlm.nih.gov/pubmed/26769041
http://www.ncbi.nlm.nih.gov/pubmed/26769041
http://www.ncbi.nlm.nih.gov/pubmed/24092802
http://www.ncbi.nlm.nih.gov/pubmed/24092802
http://www.ncbi.nlm.nih.gov/pubmed/24092802

	Title
	Editorial
	References 

