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O /K FPAE¥%E (horizontal transmission)

O FEEHAEIE (vertical transmission)



Virus horizontal transmission
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Virus vertical transmission
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inapparent infection
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apparent infection
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—— 2R (acute infection)

——FFeE Y (persistent infection)

&P (chronic infection)
WARBAZLE (latent infection)

2 RRERY: (slow virus infection)



“hronic infection

-persistence of virus with active replicatio

- may cause disease

Viral replication
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L
I.atent infection - after acute infection virus become
latent

- limited replication

- persists in non-dividing or rarely
{'\ dividing cells

Viral replication
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- long incubation period

- progressive disease to death

-central nerve system

Viral replication

Time (years)
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T Acute infection
Inﬂuenza Virus
Hapatitis A vinis

.
Latent infection
Hempes simplex virus
Varicella-zoster virus

T Chronic infection
Hepatitis B virus t
+
1 Human immunodeficiency virus /
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TR (cytocidal effect)
fa B IRABYL:  (steady state infection)
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AT C(cell apoptosis)
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FHMMRNL (cytocidal effect)
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Phage attaches to ©
the cell surface of
a bacterium.
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Step 2. Penetration %
Phage DNA enters L.LL ©
the bacterial cell.
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Step 3. Integration
Phage DMNA
integrates into
bacterial DNA. \
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Integrated prophage
© © replicates when
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Fig Cultured rat pancreatic cells and transformed cells.
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AR I SRR IR

(viral mechanisms of escape of immune responses)
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PLRERE (FR23-4)

o [EH %

——TFPE C(interferon, IFN)
—— BRI (natural killer cell, NK)
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¢ FHPL4E neutralizing antibody
—IgM
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Virus receptor

Viral neutralization
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Review Questions

1. persistent viral infectionZ3 % ? 25451 i BH .
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