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A glance at the lethality of monkey B virus in humans

Li Jin-wen, XIANG Zhi-guang
(Institute of Laboratory Animal Sciences, Chinese Academy of Medical Sciences ( CAMS) & Comparative Medicine
Center, Peking Union Medical College (PUMC), Beijing 100021, China)

[ Abstract] Nonhuman primates are widely used in biomedical researches because of their genetic, anatomical and
physiological similarities to humans. As a zoonotic pathogen, the monkey B virus ( Cercopithecine herpesvirus 1) does not
cause serious symptoms when it infects its natural host, macaques. However, this pathogen can result in lethal encephali-
tis, encephalomyelitis and neurological sequelae when it infects humans. This article will briefly discuss the reasons why

the monkey B virus causes such serious consequences in humans.
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Tab.1 Viral proteins and cellular targets involved in the entry of HSV
o
o LR A i
Steps of entry oi Cellular targets Comments
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i W2 RT3 (PO {5 T AN AT R
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Bl A D B é s Ty = N =
@m,n gh+g LA Involvement of all the listed viral
Fusion + (gH-gl.) Plasma membrane

glycoproteins is required

1 HVEM : g8 PRAE P 7 G056 19 5% 5 nectins : SR BR AR B X A0 A

Note. HVEM; a member of the tumor necrosis factor (TNF) receptor family. nectins; members of the immune globulin super family.
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