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Destruction of virus-infected
cell by immune response
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HIV

e RNAJE 7

o B} ¢ HERRE B

e &= : lentivirus [2E =
e fi : Human immunodeficiency virus

WHAT IS HIV?

Human Immunodeficiency Virus (HIV)
is a virus that attacks cells that help the
body fight infection.

7

There’s no cure, but it is
treatable with medicine. QM
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Core (p10, p12, p15, p27, RT) Spike (p15e)
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— Host histocompatibility antigens

Viral structural proteins
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Envelope glycoprotein gp70

Transmembrane
protein

Capsid p27
gag)

Reverse transcriptase

Protease
Integrase
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Infection begins with
proviral integration
and viral replication
in lymphoid tissues of
oropharynx
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Viral RNA ~1 week~  #JERETIMIE
Primary

Proviral DNA ~2week~™ viremia

P27 antigen 4~6 weeks&

3~6 weeks
IFA 3weeks after P27
Viral RNA Secondary
Proviral DNA viremia
P27 antigen BN FIE

IFA

Virus infected
lymphocytes and
mononuclear cells
spread infection to
other lymphoid organs
and bone marrow

Infected monocytes,
granulocytes and
platelets from the bone
marrow spread the
infection to epithelial
tissues associated with
viral shedding
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Infection begins with
proviral integration
and viral replication
in lymphoid tissues of
oropharynx
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Infection begins with
proviral integration
and viral replication
in lymphoid tissues of
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f FelV provirus
# FelV antigen

coach

Levels may change over
time depending upon a
cat’'s immune status.

¥ FelV provirus
¥ FelV antigen
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EUROPEAN
ADVISORY BOARD ON CAT DISEASES

ABCD

Possible outcomes

after exposure to the feline leukaemia virus (FeLV):

No infection

Progressive Regressive Abortive
infection infection infection
What happens? Persistent viraemia Transient viraemia Virus eliminated No FelV infection
(poor immune response) (good immune response) (strong immune response)
Soluble FelLV antigen
p27 ELISA or other + —* - -
immunomigration ~ 6 weeks after infection
Intracellular FeLV
antigen + = - -
IFA on blood smear 3 weeks after ELISA
Proviral DNA i sbfe e _ _
PCR on whole blood
Anti-FelV antibodies -
Different tests =T A L
Replicating virus + —* _ _
Viral culture of blood
Viral RNA + - - -
RT-PCR of blood/saliva
Viral shedding 5 5 _ -
Consequences FelV-associated Latent infection (‘carriers’) No FelV-associated disease. No infection.

disease common,
poor prognosis.

FelV-associated
disease uncommon.
Possible reactivation in case
of immunosuppression;

potential source of infection.

FelV vaccination useful.

* Positive during transient viraemia
** Initially +++, subsequently +
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ADVISORY BOARD ON CAT DISEASES

ABCD

. Cat s likely
Test for p27 antigen Test for p27 antigen progressively infected
(ELISA point-of-care test) (ELISA point-of st) The clinical signs are likely to

be caused by FelV
Catis very likely
not progressivel 3 "
pinfgcged ! ~ or ha: ! . Retest blood sample Catis likely
: / ' (immediately) for regressively infected
iral DNA (P CR) The d:n;;ai s:gr?s may be
, Retest blood sample Fravita associated with FeLV
Retest for p27 antigen R !
Catis very likely Mare wocks t,mmed;aheﬁ: Ff'%r I:\E)rc:\arlral
not progressively {EER) Catis not infected

infected OR: RT-PCR (blood) FelVis not the cause
for viral RNA of the clinical signs

CHlCHL feeh Catis not infected Catis
False positive antigen FeLV infected Lymphoma (mediastina, per
test result Acute leukaemias
Non-regenerative (macrocyti
. - Immune-mediated haemolytic
| Catwas recently infected }— Ret?St fc{r E.Z? antjgen C « = Chronic or recurrent infectior
after = 6 weeks regressively infected Chonic gngvostonatls
:
s On testlng: Retest for p27 anﬁgen — | Lymphoma {gastrointestinal,
testing is not recommended in cats that have after > 6 weeks mrid rare"neup@s.?s [ne;
: : cell aplasia / apla
r been exposed to FeLV with certainty. Myl Odysp!asﬁfm dmanf'es ;
ecommended in all other situations. Catis likely Peripheral neuropathies
ening for FelV is particularly recommended: Prt{g?esi‘l\;elv Gomerulonephrits
t the time cats are first acquired — ?"T”“e‘f“e"'ate“ wettis
rior to initial vaccination against Fel.V L Eadid Mhicel SR
e e TR o T e W T | T Giant-cell dermatoses




Notes on testing:

B FelV testing is not recommended in cats that have
never been exposed to FelV with certainty.
B |t is recommended in all other situations.

B Screening for FelV is particularly recommended:

At the time cats are first acquired

Prior to initial vaccination against FelV

If there is concern that a naive cat has been exposed
to infected cats

I clinical signs are present




Common clinical disorders associated with FelLV infection

Lymphoma (mediastinal, peripheral and spinal)
Acute leukaemias

Non-regenerative (macrocytic) anaemia with erythroid hypoplasia
Immune-mediated haemolytic anaemia

Chronic or recurrent infections suggesting immunosuppression
Chronic gingivostomatitis
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FIV Ab +

FIV PCR +

‘ ™
Clinical phase
Functional immunodeficiency
may develop in some cats.
Increased risk of secondary
infections, immune-mediated
disease, or neoplasia.

FIV Ab +
FIV PCR +/-

Infected cat sheds virus in saliva
and transmits infection to other
cats through fighting.

Asymptomatic phase

Viral shedding in saliva—many cats won't
progress beyond this phase.

FIV Ab +

FIV PCR +

Acute phase
Transient mild fever, anorexia,
and lymphadenopathy
(1-3 months)




FIVET RS 5L Ef/ELISA or RIM assays

* ELISA : 45 & I 7ot
 RIM assays( rapid immunomigration test )[R #ZE tp s #5f4 4




FelV ag/FIV ab kit

o LevyZE A 20174
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SRV RS S 0 BT ETFIVERS

ldexx

Witness

Anigen

VetScan

AN %
97.9 99
94.7 100
96.8 99
91.5 99
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FIV proviral DNA / viral RNA by PCR
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Level 1 diagnostics

Level 2 diagnostics

FIV PCR or
Western blot
or POC test
from another
‘manufacturer

FelLV PCR
or referral
laboratory
microtiter
antigen (if
not already
done) or IFA
test

Retest in 30
days (FelV)
or 60 days
(FIV) if there
is high risk
of recent
exposure

Positive:
FIV infection
confirmed

Negative:
FIV status
unclear

Positive:
FelV infection
confirmed

Negative:
FelV status
unclear
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Proviral DNA
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P27 vs proviral DNA, regressive vs progressive
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