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e - outside a host cell and still retain its
infective properties.



*  the virus
must enter the host
“cell, take over
* the host cell’s
* mechanisms
8 MATURATION for nucleic acid and
protein

3. REVERSE
TRANSCRIPTION

synthesis, and
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J\/JUJ@\ Nay be classified as DNA
Viktses ee*e RNA viruses.
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=eUrt her cIa55|f|cat|on IS usually
?ased on morphology, cellular site
-~ of viral multiplication, or other
characteristics.
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2adenoviruses (colds,, cor junctivitis).
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o papillomaviruses (warts)



SaldOrVIruses (yellow fi

“are n«_ , !rnldses-(menolﬁgmisg.;-i__..
myxowruses(lnﬂuenza),

_:-.?plcornawruses (meningitis, colds);
~erubella virus (German measles)
eretroviruses (AIDS).
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treatment of
herpesviruses.
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| Acyclowr
SaViderspectrum antivire agent.
o 5 ETPE! V|rus.

0 AVENE Ie as oral tablets, IV injections,
;33 *e rops and ointment, or as a cream.

-e: 11‘Var|cella Chicken Pox, use is
" restricted to immunocompromized
patients.

¢ Side Effects: N, V, Skin rashes.
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protein
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QOO ocH. Acyclovir=TP nonfunctional
[ —¢ complex
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viral DNA l competitive inhibition
polymerase incorporation into

1 primer strand
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H:NT N deoxy=
QQQOO" guanosine
o triphosphate
L (dGTP)

DNA chain
termination

5I
template primer

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-TP by cellular enzymes. Uninfected cells convert very little or no drug to the phosphorylated derivatives. Thus, acyclovir is selec-
tively activated in cells infected with herpesviruses that code for appropriate thymidine Kinases. Incorporation of acyclovir-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 polymerase. (Adapted from Elion, 1986, with permission.)




ANTIINFLUENZA AGENT

- - — et ——
> - -

Siiianaaiie
* gl l‘jg ine
% Hf amivir
> Za am/i//r



JArIE]R aine_(SymmetreQ is'ai"—;..
SyAthetic tricyclic amine,
Sfimantadine’ (Aomadine)isits -
mEuhyl derivative.
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SSyeir mechanism of action
e . g g s ~
=Javolves inhibition of the viral M2
~ protein, an integral membrane

protein that acts as a H channel.



sBiockade of the M2 protein®™
Prevents, theacidzmediated
@iSseciation of the
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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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1) Air titis C virus (HCV)

plratory syncytial virus (RSV)

=r uman papilloma virus (HPV)
-HIV Infection
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art of HIV called protease. HIV-1 protease
¢ -reqmred for the proteolytic cleavage of
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I polyprotein precursors into the individual
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an proteins found in infectious HIV-1.
J'navrr binds to the protease active site and inhibits
"he activity of the enzyme
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= Expensive.
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( ears off qulckly after dosing, so

e ry precise dosing every eight hours
LOFPIC é t HIV from forming drug-resistant

rrmf» Ipns including resistances to other
réfease inhibitors
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SHRGerierons (IFNs), \mpotentry@@‘?
PSS9 antiviral |mmunomodulat|ng and
GNLPIOlITENatiVE dCuVILES
Nz ,Jr:]U ~ubstances produced by virally infected
2llS,

—Vire -hfectlon gives immunity for variable
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"MOdIfy the immune response to increase
resistance to viral infection, and control growth
of the virus.
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N I\Jowfml obtalned commercially by

[ECOt nant DNA technology.
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MEGHEMISMS, of ACtion::
ROlIOWInG, binding, to specific
selitiigrfreceptors, IFNS
Sstvate! the JAK-STAT signal
Wensduction pathway

_Fall «»,‘n turn, leads to
,ﬁ‘t 1esis of over two dozen
~ proteins that contribute to e
viral resistance mediated at e
different stages of viral
penetration
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