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vaccinated Unresponder
Previously

) Unknown
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Initiate HB
HBIGx 1 and initiate

vaccine
HB vaccine series

series

No treatment No treatment

HBIG x 1 and initiate

revaccination
No treatment
or

HBIG x 2

Test exposed person for
anti-HBs

1. If adequate(anti-HBs >10
mlU/mL),

no treatment is necessary
No treatment

2. If inadequate(anti-HBs
<10 mlU/mL),

administer HBIG x 1 and
vaccine booster

Initiate HB vaccine
series

No treatment

If known high risk
source, treat as if source
were HBsAg positive

Test exposed person for
anti-HBs

1. If adequate(anti-HBs >10
miU/mL),

no treatment is necessary

2. If inadequate,
administer vaccine
booster and recheck
titer in 1-2 months
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Time course of untreated HIV infection

Window period | +/- Acute HIV infection Skin and mucous Systemic immuno-
! Viral dissemination membrane deficiency/AIDS-
[ﬁ ' Seeding of lymphoid organs Clinical latency infections defining illnesses
1200 = Anti-envelope antibody (gp120) J/N ¢
1000
DB+ Tcell
900 [~ 4
E
£ 800 =z
3 z
S 700 g
& CD4+ Tcell
o
a S
O 600 =3
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prd
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300 —
L R e 10
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Primary
infecﬁon\ | 2
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Months Years
Dashed lines on CD4+ cell count axis indicate moderate immunocompromise  Four stages of untreated infection:
(< 400 CD4+ cells/mm’) and when AIDS-defining illnesses emerge (< 200 1. Fluike (acute)
CD4+ cells/mm’). 2. Feeling fine (latent)
Most patients who do not receive treatment eventually die of complications of 3. Falling count
HIV infection. 4. Final crisis

During clinical latency phase, virus replicates
in lymph nodes
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HIV therapy Antiretroviral therapy (ART): often initiated at the time of HIV diagnosis.
Strongest indication for use with patients presenting with AIDS-defining illness, low CD#4+ cell
counts (< 500 cells/mm’), or high viral load. Regimen consists of 3 drugs to prevent resistance:
2 NRTIs and preferably an integrase inhibitor.
Most ARTs are active against both HIV-1 and HIV-2 (exceptions: NNRTTs and enfuvirtide not
effective against HIV-2).
DRUG MECHANISM TOXICITY
NRTIs
Abacavir (ABC) Competitively inhibit nucleotide binding to Bone marrow suppression {can be reversed
Emtricitabine (FTC) reverse transcriptase and terminate the DNA with granulocyte colony-stimulating factor
Lamivudine (3TC) chain (lack a 3" OH group). Tenofovir is a [G-CSF] and erythropoietin), peripheral
Tenofovir (TDF) nucleoTide; the others are nucleosides. All neuropathy, lactic acidosis (nucleosides),
Zidovudine (ZDV, need to be phosphorylated to be active. anemia (ZDV).
formerly AZT) ZDV can be used for general prophylaxis and Abacavir contraindicated if patient has
during pregnancy to ¥ risk of fetal transmission. HLA-B*5701 mutation due to 1 risk of
Have you dined (vudine) with my nuclear hypersensitivity.
(nucleosides) family?
NNRTIs
Delavirdine Bind to reverse transcriptase at site different Rash and hepatotoxicity are common to all
Efavirenz from NRTTIs. Do not require phosphorylation NNRTIs. Vivid dreams and CNS symptoms
Nevirapine to be active or compete with nucleotides. are common with efavirenz.

Integrase inhibitors

Bictegravir
Dolutegravir
Elvitegravir
Raltegravir
Protease inhibitors

Atazanavir
Darunavir
Lopinavir
Ritonavir

Entry inhibitors
Enfuvirtide

Maraviroc

Inhibits HIV genome integration into host cell
chromosome by reversibly inhibiting HIV
integrase.

Assembly of virions depends on HIV-1 protease
(pol gene), which cleaves the polypeptide
products of HIV mRNA into their functional
parts. Thus, protease inhibitors prevent
maturation of new viruses.

Ritonavir can “boost” other drug concentrations

by inhibiting cytochrome P-450.
Navir (never) tease a protease.

Binds gp4l, inhibiting viral entry.

Binds CCR-5 on surface of T cells/monocytes,
inhibiting interaction with gpl20.

t creatine kinase.

Hyperglycemia, GI intolerance (nausea,
diarrhea), lipodystrophy (Cushing-like
syndrome).

Rifampin (potent CYP/UGT inducer) reduces
protease inhibitor concentrations; use rifabutin
instead.

Skin reaction at injection sites.
Enfuvirtide inhibits fusion.

Maraviroc inhibits docking.
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JAPANESE ENCEPHALITIS
(Life Cycle)
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Reservolr Hosts
(Birds)

1.JAPANESE ENCEPHALITIS- Vector- Culex spp.; Natural reservoir: Herons, egrets, stork and cranes;
Amplifying reservoir-pigs



2.WEST NILE VIRUS- Vector- Culex spp.; Reservoir- CROWS, SPARROWS AND JAYS; Man & horse
are dead end hosts

West Nile Virus Transmission Cycle

mmmmmmmm(mmmmm Some infected birds, can develop high levels of the vius
In thelr bloodstream and mosquitoes can become infected by biting these infected bieds. After about a woek, infected mosquitoes can pass the virus
o more birds when they bite.

Mosquitoes with West Nite virus also bite and infect people, horses and mamemals. However, humans, horses and other mamimals are tead end'
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3.DENGUE & YELLOW FEVER TRANSMISSION CYCLE- Vector- Aedes aegypti, A. albopinctus;
Reservoir-Non-human primates
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4.ZIKA VIRUS- Vector- Aedes aegypti, A. albopinctus
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The image depicts the life cycle of the Nipah virus.
Salient points on Nipah virus disease:

° Itis an RNA virus which belongs to
family Paramyxoviridae, genus henipavirus.

* Itis a zoonotic virus.

* Natural host: Fruit bats of the Pteropodidae family

* Transmission:

* Animals (bats, pigs) to humans
* Human-to-human

* Clinical features: Asymptomatic infection
(subclinical), acute respiratory infection, fatal
encephalitis.

* There is no treatment or vaccine available for
either people or animals. The primary treatment
for humans is supportive care.

* Nipah virus is on the WHO list of Blueprint priority
diseases.

Bangladesh
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(i) Essen regimen: the 5-dose regimen prescribes 1 dose on
each of days 0, 3, 7, 14, and 28; as shown below

Dose : one lM dose (l .0 or 0.5 ml) into deltoid (or thigh)
Day 0 14 28

I P

5 visits

bies mmunoglobulm

(ii) Zareb regimen: the 4-dose abbreviated multisite regimen
prescribes 2 doses on day 0 (1 in each of the 2 deltoid or
thigh sites) followed by 1 dose on each of days 7 and 21,
as shown below.

Abbreviated multisite intrmuscular regimen (2-1-1)
Dose : one IM dose (1.0 or 0.5 ml) into deltoid (or thigh)

Day 0 7 21
Sites X2 X1 X1

B St |

?Rabies immunoglobulin

Intradermal administration for post-exposure
prophylaxis

The 2-site regimen prescribes injection of 0.1 ml at 2 sites
(deltoid or thigh) on days 0, 3, 7 and 28. The day 14 dose is
missed. This regimen may be used for people with category
Il and Il exposures in countries where the intradermal route
has been endorsed by national health authorities. The
regimen is as shown below:

2-site intradermal regimen (2+2+2+0+2)
Dose : one ID dose one fifth of IM dose (0.1 ml) ID per site

Day 28
Sites xz X2 X2

R

Rables immunoglobulin




rm[;?,\./?aw |
Post xpel wre rn’k{law

im o) % 7 (4 25
E&&ken ’”Ejirvu/» l | { { [

id
Rederen VV_(T‘MML o A L - 2 | x

B uLfM\m. prt«./lw ('”’)'

ftﬂ* ppfure ]YNP(M{[M wm A
PVL VO Cinadeo| (,im)
1 i

Aeodig b oke fudub = ol 4 dopd
TN g™ 0&7 dete

M\t Lok ce. {JWFDQBX i W - Mu&b’c oM




FloURIVAC > Eboln not fon v Indin
Ebols /V\a/ﬁuri
ﬂaalj

) Zaare - g
») fudan o e dugaafe
3 Bu/\&c[)ufjgo i
«] @idoest
J e

W k2l day

nodu ? &roqrurrwtm -~ Trugt bk

— qUorVOT A g«m'\'&o\}

- Trewrunutatlon N L R AT %Y
C_GVUumPGtm 7 ff\ffkoko( onined met

fo»»%7 ohfechs

pacumt vV - ZgVov (umhzf f}ﬂd)

Nok: Hemevhage  disearesr. P
i,
Cee
Yloow  Sonr
Hardon virwg







CoRoNO VIR [DAE

{PaS - oo
Meg - X017
(e cov-2 7 209
Envellope
Capard (Heticad)
£ Ipilee Nudete  acid
r?“kin *QITvMLL
fv atfachmnt
Gnvdnp Pn—km

Otfwr nwp‘(’m <Mabf1 [mkm
HmyW'mh erkrage

(srona - ykaf( dw b M}»‘b«
(Hlower )
Coronavirus structure
Spike Glycoprotein (8)
Hemagglutinin-esterase
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5.SLEV- Vector-Culex spp.; Reservoir- house sparrow, pigeon, blue jay, and robin

St. Louis Encephalitis Virus
Transmission Cycle

Mosquito
vectors (Culex
species)

VIRUS

Dead - end hosts
CDC

Vertebrate reservoirs i

6.CCHF- Vector-Hard tick (Ixodid spp.); Reservoir- cattle, goats, sheep and hares.

Crimean-Congo Hemorrhagic Fever (CCHF) Virus Ecology

Enzootic Cycle Epizootic-Epidemic Cycle

Ixodid (hard) ticks are both a reservoir | | CCHF cases occur more during the warmer parts of Humans become infected through tick bites and

and vector for the CCHF virus. the year, mostly the spring and summer. There are direct contact with infected animal blood or tissue.
no cases during the winter.




