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BVIRISEs oy be classified as DNA
\/Jr,Jse:); RINA Viruses.

= Jit er classification is usually
—-ased on morphology, cellular site
-~ of viral multiplication, or other

characteristics.
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’:-:-rubella virus (German measles)
eretroviruses (AIDS).
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" Used primarily in the

= treatment of
~ herpesviruses.



- Acyclowr
\V]ijb‘ FUmM antiviral agent.
MICT J);b V|rus.

AVl able as oral tablets, IV injections,
—eyec Irops and ointment, or as a cream.

_lfVarlceIIa Chicken Pox, use is
" restricted to immunocompromized
patients.

¢ Side Effects: N, V, Skin rashes.
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Figure 49-2. Conversion of acyclovir to acyclovir triphosphate leading to DNA chain termination. Acyclovir is converted to the
monophosphate (MP) derivative by a herpesvirus thymidine kinase. Acyclovir-MP is then phosphorylated to acyclovir-DP and acyclo-
vir-TF by cellular enzymes. Uninfected cells convert very liftle or no drug to the phosphorvlated derivatives. Thus, acyclovir is selec-
tively activated in cells infected with herpesviruses that code for appropriate thymiding Kinases. Incorporation of acvclovir-MP from
acyclovir-TP into the primer strand during viral DNA replication leads to chain termination and formation of an inactive complex with
the viral DNA polvmerase. (Adapted from Elion, 1986, with permission.)
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SAIaRtadine _(Symmeth is,aﬁ-;-
SYthetic tricyclic amine,
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mEbhyl derivative.

SSeyyie)- rmechanism of action

= Involves inhibition of the viral M2

- protein, an integral membrane
protein that acts as a H channel.
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sBlocKkade of the M2 protein®™
PIEVENtS theacid=nmediated
4IS50C slation of the

ran Jcleoprotein complex
Sthe pH changes that result from
"’“ﬁ? inhibition inhibit viral assembly.

Ribonucleoprotein an association that combines a RNA and an RNA-binding protein together.

During the replication of many viruses, hundreds to thousands of proteins assemble around the viral
nucleic acid to form a protein shell called a capsid.
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Used in the trea ent of

HBV

HEpat titis C virus (HCV)

~fres lratory syncytial virus (RSV)

= human papilloma virus (HPV)
1-I1V Infection
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- Indinavir binds to the protease active site and inhibits
’he activity of the enzyme
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= Expensive.
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ShliErierons (IFNS) are lie. potent cy es th P
POSSESS antiviral |mmunomodulat|n and
<) FJr)ril SratiVe aCtiVItIE
JUFJ] bstances produced by virally infected
d“JJ e ~E
f nfectlon gives immunity for variable
fétlon

"MOdIfy the immune response to increase
resistance to viral infection, and control growth
of the virus.

——'
.“
—‘

21



- _,“‘

l‘ 111 AONO:

—— . e \ ———

ad "B o>

, , obtained commercially by
nant DNA technology.

Hepatitis C, and some leukemias.
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selillgreceptors, IENS
SsuVate the JAK-STAT signal
enBalction pathway
§§915, in turn, leads to
Synthesis of over two dozen
- proteins that contribute to
viral resistance mediated at el
different stages of viral

penetration
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