






Table 2. Laboratories that perform tests for B virus. 

Physician, laboratory, and contact information Available tests for B virus 

Dr. Julia Hilliard 
B Virus Research and Resource Laboratory 
Georgia State University 
PO Box 4118 
Atlanta, GA 30302-4118 
Phone: 404-651-0808 
E-mail: biojkh@panther.gsu.edu 
Internet address: http://www.gsu.edu/∼wwwvir/ 

index.html 

Dr. David Brown 
Enteric, Respiratory, and Neurological Virus Laboratory 
Central Public Health Laboratory 
61 Colindale Ave. 
London NW9 5HT, England 
Phone: 44-208-200-4400 
E-mail: dbrown@phls.org.uk 

Dr. Seymour S. Kalter 
Esoterix 
7540 Louis Pasteur Dr., Ste. 200 
San Antonio, Texas 78229 
Phone: 210-614-7350 
E-mail: sy.kalter@esoterix.com 

Culture, serologic testing, and PCR 
analysis of specimens from 
humans or nonhuman primates 

Culture, serologic testing, and PCR 
analysis of specimens from 
humans or nonhuman primates 

Culture and serologic testing of 
specimens from nonhuman 
primates only 

An occupational health care system should be made available 

to primate workers for documentation of potential exposures, 

for counseling, and, in some cases, for tr95Tj
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cleansing solutions. Incision of wounds or biopsy of wound 

sites is not recommended. 

Use r





POSTEXPOSURE PROPHYLAXIS 

Although fatal cases of B virus disease in humans have occurred 

in primate workers who do not recall an obvious exposure or 

who have had what would be considered a low-risk exposure, 

it is not reasonable to provide prophylaxis for every potential 

exposure (table 4). We are currently unable to accurately quan-

tify the risk associated with all exposures. Thus, these recom-

mendations can only be considered as guidelines. For certain 

“low-risk” exposures, postexposure prophylaxis may be appro-

priate when the primate worker and/or the occupational 

health provider would be more comfortable with the use of 

prophylaxis. 

For each primate exposure, 4 major variables need to be 

assessed. First, the source of the exposure should be determined. 

Macaques are the only primates known to transmit B virus. 

Other primates pose no known risk unless they have had the 

opportunity to acquire infection directly from a macaque. Ma-

caques that have lesions compatible with B virus or that are 

known to be culture positive for the virus are more likely to 

be shedding virus. Immunocompromised or otherwise ill an-

imals, stressed animals, breeding animals, and recently acquired 

primates that are still in quarantine are all more likely to shed 

B virus [30]. 

Second, the timeliness and adequacy of 
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Table 5. Recommendations for postexposure prophylaxis for persons exposed to B virus. 

Prophylaxis recommended 

Skin exposurea (with loss of skin i



inhibiting the herpesvirus polymerase; however, penciclovir tri-

phosphate is present in higher concentrations and 



FOLLOW-UP AFTER EXPOSURE 

After counseling has been completed, 



patients with early signs of CNS disease, has probably been 

responsible for an increased survival for some patients [10, 11]. 

However, antiviral therapy generally has not been effective in 

patients with advanced encephalomyelitis. 

Standard blood and body fluid precautions should be used 

in the care of patients undergoing treatment for B virus infec-

tion or those otherwise known or suspected to be shedding 

virus, so that health care personnel and family members are 

not exposed to potentially infectious blood, body fluids, or skin 

or mucosal lesions. B virus has been cultured from the buccal 

mucosa and skin lesions of infected patients receiving intra-

venous acyclovir ([10], L.E.C. and J.K.H., unpublished data); 

thus, precautions must be continued during therapy. 

DISCONTINUATION OF TREATMENT 
OF B VIRUS INFECTION 

Intravenous therapy for B virus infection should be continued 

until symptoms resolve and �2 sets of cultures yield negative 

results after having been held for 10–14 days. Most experts 

believe that therapy should not be discontinued but, rather, 

should be switched to oral valacyclovir, famciclovir, or acyclovir 

administered at the dosages used for postexposure prophylaxis. 

No good data exist to aid in the determination of when or 

whether treatment should be discontinued. Some experts sug-

gest that after oral therapy has been administered using the 

doses recommended for postexposure prophylaxis for 6 months 

to 1 year, the dose can be further reduced to a “suppressive” 

level to reduce the risk of reactivation of B virus. Although oral 

acyclovir has been given in suppressive doses for many years 

to prevent reactivation of genital herpes, less is known about 

the long-term toxicities of valacyclovir and famciclovir. Nev-

ertheless, any risks associated with prolonged administration 

of antiviral medication must be balanced against the possible 

devastating effects of B virus reactivation. 

Some experts believe that lifelong suppressive therapy is 

needed, while others recommend that it be discontinued at 

some point. The latter opinion is based on the observation 

that, over time, patients with frequently recurring genital her-

pes have a diminishing rate of recurrences and, therefore, less 

need for long-term suppressive therapy [38]; however, it is 
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