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BACKGROUND

To assess the prevalence of transmitted drug resistance and to study viral
tropism in HIV-1 infected antiretroviral naive patients from Conakry PATIENTS CHARACTERISTICS Prevalence of virus with at least one mutation to NRTI, NNRTI and PI

(Guinea-Conakry). Age [IQR] years (n=100) 39 [28-46] | Total | NRTI NNRTI | Pl
an 9 8 1

Men (n=100) 30 i/ s
PATIENTS AND METHODS Median CD4 (cells/mm3) [IQR] (n=76) 223 [107-348] h_ 3 )
Median HIV-1 plasma RNA (copies/mL) [IQR] (n=99) 88900 [20500-316400] B, 96 3.2 8.5 1 % e Bras. s ¥
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University Hospital of Donka in Conakry, Guinea-Conakry, were included. CRF02 AG 84
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v" Protease and reverse transcriptase genes were sequenced using the ANRS CRFO3_cpx 4 . Y ,:j&,r,jj‘?;ﬂg, ) . “\:ﬁ;‘;f\ .
procedures. A 3 Was sycessful in 94 o
D 1 . A . @ o ML
v" Drug resistance mutations were identified according to the 2009 update G 1 i /eyffff,’j;;g g : - s\“»\:;‘;
surveillance drug resistance mutations list (Bennett et al., PLoS One, 2009) RTikpg, KT TECH,, ploi CBRDO
v" NRTI: 67E/G/N, 69D, 70E/R, 741/V, 75A/M/S/T, 77L, 115F, 116Y, 151M, 184I/V _F/ BF : 1 TR, ECRSS
,210W, 215Y/F/1/S/C/D/V/E,219E/N/Q/R Viral Tropism n (%) 79 e XTB
v/ NNRTI:1001,101E/P,103N/S,106A/M,179F,181C/1/V,188C/H/L,190A/E/S,225H, R5 Virus 63 (80%) we RTBCBIG — StAz 1
230L X4 Virus 5 (6%) v Reci
v' Pl: 231,241,30N,321, 461/L, 47A/V,48M/V, 50L/V, 53L/Y, 54A/L/M/S/T/V, 73S R5/X4 Vi % 11 (14%) Resistafty RTBRDT Trpepn2 :m
73A/C/T, 76V, 82A/C/F/L/M/S/T, 83D, 84A/C/V, 85V, 88D/S, 90M - ZPI':“S PTTTT PP —— 0 drug resistance T B Tl
eno2Pheno an combined results ) o =i
v" Phylogenetic analyses were performed by estimating the relationships prevalence of primary I /e'i,fﬁgo;f 7
among RT sequences and reference sequences of HIV-1 genetic subtypes . . . v'NRTI resistance mutations \:’:‘;’f&;* < gy, ;’Z,,“
(aI:\d ci/r;;:latingbr:ecolmbir;ant fo:‘ms zbtained from the Los ?Iamzs Datﬁba;e Resistance Associated Mutations 0.0%-6.7%). Among them, the M184% & \6\%‘@@ N , s// ,s,
ttp://hiv-web.lanl.gov). Nucleotide sequences were alighed with the Th . . . - . S s AN\B Y, e Y
N . remainin tient exhibited multir SANAOIA ANDNN 22N\ .2
CLUSTAL W program version 1.7.29. Phylogenetic reconstruction was PATIENTS HIV-1 SUBTYPE NRTI NNRTI “ cases ere . a & patie € bited u € Q&Q@ z%i‘i\;q:’?@i /s 2% 7;;% ’%{) Y ’/a(j:* "
performed using a Kimura 2-parameter model and the neighbor-joining 8 NRTI mUtat'o_ns (M41L'D67N'T69.D'K70R'L74V'V75T' v eSS ?§$ 5553 | zazz) 2" 20 \
method. 3 CRF02_AG 184V v'NNRTI mutations were detected in 8 samples (8.5%; CI95, 2.91%- Y SSsFEEfEEs  138883803% & B
v HIV tropism was assessed by gp120 sequencing, and interpreted with the 5 CRF02_AG K103N/S |](-£]l_.0131|\f). The.mOSt p':\;a'ent N‘;\IBT:lmUtatﬁ:S \:\(I:B(; ;h;lY(;l:SlC azd 5 NEE"
Geno2Pheno (false positive rate: 10%) and PSSM algorithms. mutation, each detected In 4 cases. The ’ ,an ﬂ
v Pl HIV-1  viral  load determined . the COBAS® 27 CRF02_AG M184V I§(110831NC’ G190A mutations were detected in 2, 1, and 1 cases, respectively. 3 of Phylogenetic relationships among Guinean ATV=T 8foup M RT sequences (n =94).
A iy 028 W95 Celermined  using © NNRTI-resistant vi hibited 2 NNRTI-resist tati Sequences issued from patients’ virus are identified u
AmpliPrep/COBAS® TagMan® HIV-1 Test, v2.0 commercial assay. CD4 cell resistant viruses exnibie resistance mutations. included in the construction of the phylogenetic tree
count was measured by flow cytometry using FACSCalibur (Becton 46 CRFO2 AG M41L, D67N, T69D, K70R, Y181C, v'Major Pl mutation (184V) was observed in one case (1%; CI95, Refrence strains are in pink , CRFO2. AG strains are in'
Dickinson, San Jose, California, USA). - L74V, V75T, T215F, K219Q  G190A 0.00%-3.06%). ’ B |
v_ Plasma concentrations of all ARV drugs were determined by HPLC coupled a8 CRFO9 cpx K103N, v'Overall, 3 patients of our series exhibited dual class-resistant CONCL US I ONS
with fluorimetric detection. — Y181C viruses (3%, CI95, 0.00%-6.74%).
55 CRF02_AG M184V Y181C v ARV ¢.:Irug concen.tratlon measqrements were perfo.rmed in samples A high prevalence of 9.6% of transmitted drug re
harboring drug resistance mutations (n = 9) and also in samples on this population of 100 ARV-naive patients fro
84 CRF02_AG K101E Th - g . — . )
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