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Epidemiological situation of HIV-1 in Tunisia




Evolution of the prevalence and mortality (100,000
Inhabitants) of HIV / AIDS in Tunisia between 1986-
2013
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Evolution of new cases of HIV / AIDS cases detected
In Tunisia 1986-2015
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A Until 2015 a total of 2159 cases of HIV-1 infection were
registered.

A of which 612 correspond to persons who have died.

A The HIV prevalence in Tunisia is 14.4/100,000
Inhabitants, which has remained relatively stable over
recent years, placing Tunisia among the low prevalence
countries.

A The main mode of transmission is through heterosexual
contact (45.34%), followed by injection drug use
(21.44%), homosexual contact (5.32 %), mother to
child transmission (4.58%) and for 18.2% the

transmission route is unknown.



Distribution of all HIV-1 sequences: WORLD
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Genetic Distribution of HIV-1 in Tunisiall




A We investigate HIV-1 infection in Tunisia
In samples collected during three years
~2012-2015.

A The objective of updating the information
on HIV-1 genetic diversity in the country
and the prevalence of resistance to anti-
retroviral treatments.
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Sequence Analysis procedures
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HIVdb: Genotypic Resistance Interpretation Algorithm
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Sequence Quality Assessment
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Dirug Resistance Interpretation: PR

PR Comments

PiMajor

# MABIIL are nonpolymorphic Pl-selected mutations that reduce suscepfibility to IOV, NFV, FPV, LPV and ATV
when presert with other mutations. M46L also reduces susceptibiity to TPV,

¥ |54V is 3 nonpolymarphic mutation selected primariy by IOV and LPV. If reduces susceptibility to each of
the Pls except DRV, It synergistically reduces Pl susceptibiity when present in combination with V82
mutations.

# L76Y is a nonpolymarphic mutation selected by IOV, LPV and DRV. It reduces susceptibility to these Pls
and to FPVL It increases susceptibility to ATV, SQV and TPV, L78Y is included in the Tibotec DRV G55,

# B4V iz a nonpolymorphic substrate-cleft mutation selected by each of the Pls. |t causes highlevel
resistance to ATV, FPV, IOV, NFV and 5QV, intermediate-level resistance to LPV and TPV, and low-level
resistance to DRV,

PMinor

# L10UV are polymorphic, Pl-selected accessory mutations that reduce Pl susceptibiity or increase the
replication of viruses with other Pl-resistance mutations.

v K20l is the consensus aming acid in subtype G and CRFI2_AG. In subtypes B and C, K20l is a Pl-selected
mutafion that appears to reduce NFV susceptibiliy.

¢ E35G is a relatively nonpalymorphic Pl-selected mutation that is weakly associated with reduced NFV and
TPV sisceptibility.

+ K43T is a nonpolymorphic Pl-selected accessory mutation that, in combination with ofher Pl-resistance
mutations, is associated with reduced susceptibiity to most Pls. It is also part of the GSS for TRV,

+ Fi3L is 3 nonpolymarphic mutation selected primarity by SQV, 10V, ATV, and LPV. |t reduces susceptiility
primariy to ATV, SQV, and NFV. F53Y is a rare nonpatymarphic Pl-selected mutation that has not been well
studied.

Other
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PI Major Resictance Mutatons: ~ MAG], 54V, LTEY, 14V
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Other Mutations: 1134, K14R, G18E, A2V, EMD, M36I, Na7D, R41K, KB5R, L3R, 166F,
HEGK, K70R, L8gI, T15
Protease Inhibitors

atazanavirlr (ATVI) ~ HighvJewe! resistance

darunavirir {DRVr) Intermediate resistance

fosamprenavirir (FPVIr)  Highlevel resistance

indinavir/r {IDVir} High+level resistance

lopinavirlr (LPVIr) High+level resistance

neffinavir (NFV) Highvlevel resistance

saquinavirlr (SQVIr)  Highvlewel resistance

NRTI Resistance Mutafions:  K&SR, L74I
NNRTI Resistance Mutafions:  A38G, K103N, Y4BC, P225H
Other Mutations: \V35A, SEBG, ORI, KIDIR, K122, DIZ3N, 1135L, 51624, E160K, K1T34,
QI74N, DITTE, 1178M, T200A, Q207E, K216H

Nucleoside RTI Non-Mucleoside RTI
lamivudine (3TC)  Intermediate resitance efavienz (EFV)  Highvevel resistance
abacavir (ABC)  Highvleve! resistance efravirine (ETR)  Intermeiate resistance
zidovudine (AZT)  Suscepible nevirapine (NVF)  Highvlevel resistance
stavudine (4T)  Intermediate resistance fipivirine (RPV)  Infermediae resistance
didancsine (DY) Highvlevelresistance
emiricitabine (FTC)  Infermediate resistance

tenofovir (TDF)

Higheve! resistance



Phylogenetic analysis of HIV-1 in Tunisia
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Maximum likelihood phylogenetictree of 193 HIV-1 PR-RT
sequences from Tunisia



Distribution of genetic forms of VIH-1 in Tunisia
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Distribution of CRFs Iin Tunisia
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