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|NTRODUCT|ON < In the HIV-1- samples with LSIL (n = 6), the genotypes detected were HPV6, HPV31,
HPV33 and HPV82;in the sample with HSIL (n=1), HPV16 was identified.

Increasing evidence suggests that human papillomavirus (HPV) intratype variants
(specificlineages and sublineages) are differentially associated with pathogenesis and
progression from HPV infection to persistence and the development of cervical

< Fromthe HIV-1+ women, HPV16 was detected in the sample with HSIL.

Table 2. Human papillomavirus (HPV) genotyping of biopsy samples (n=77) *

cancer. No lestons LSIL HSIL Total
Genotype (N=17) (N =30) (N=30) (N=T77)
O BJ ECTIVES HPV1I1 1 (6%) - - 1 (1%)
HPV16 10 (58%) 14 (47%) 20 (66%) 44 (57%)
. _ . _ . o _ HPV1S 1 (6%) 6 (20%) 2 (7%) 9 (12%)
This study aimed to verify the prevalence of HPV infection, distribution of HPV types HPV3] _ 2 (7%) 2 (1%) 4(5%)
and intratype variants in Southern Brazil in women with and without cervical lesions. HPV33 1 (6%) : ' 1 (1%)
HPV33 1 (6%) 1 (3%) - 2 (3%)
HPV58 2 (12%) 4 (13%) 4 (13%) 10 (13%)
IVI ETO D O LO GY HPV70 1 (6%) - - 1 (1%)
Multiple infections - 3 (10%) 2 (7%) 5 (7%)
,r HSIL: high-grade squamous intraepithelial lesions; LSIL: low-grade squamous intraepithelial lesions.

Reads were evaluated A

with FastQC software

for their amount and
mean quality.

* Seventy-seven (94%) of the 82 HPV-positive biopsy samples were genotyped.

< 75% of the HPV16-positive samples were classified into lineages

Table 3. HPV16 lineage distribution in cervical samples according to histopathology.

BWA was used to
assemble the HPV _
genomes in which reads HPV16 Normal histology LSIL HSIL Total
were mapped to HPV , -9 — — —
4 B reference sequences. lineage (N=2D) (N=12) (N=16) (N=49)
Illumina Hiseq (" An alignment of each ) A 19 (90%) 10 (84%) 14 (88%) 43 (88%)
4 ™
HPV types were \_ ) it the iéﬂ";ﬁ?&'e" B - 1 (8%) - 1 (2%)
determined by L1 i genomes and genomes D 2 (10%) 1(8%) 2(12%) 5 (10%)
ing. : : of different lineages
SENE SEAHUENTS To 'dent'fy HPV16 and/or sublineages

\ . \
g variants, the LCR and P

E6 were sequenced The difference between |
- J the genomes generated
and the references was

calculated by the p-

distance method and

9 used for classification y

HSIL: high-grade squamous intraepithelial lesions; LSIL:
low-grade squamous intraepithelial lesions.

< Double or multiple infections were detected by NGS in 53% (8/15) of the previously
typed samples, and 14 infections of different HPV types were found in some samples that
had not been previously detected by Sanger sequencing.

Table 4. Distribution of HPV types, multiple infections, percent nucleotide distance of each HPV complete genome and
identified lineages and sublineages by next-generation sequencing infecting women followed-up at University Hospital of
the Federal University of Rio Grande

RESULTS

HPV type HPV type(s) Complete genomes  Distance Lineage(s)/
Sample by Sanger sequencing® by NGS assembled (%a) sublineage(s) assigned
01 6 6 6 0.1 B3
445 samples 02 5 6 : 0.1 BI
03 6 6 6 0.2 A
04 16 16. 31 - -—- -—-
035 18 18 18 0.1 A3
06 31 31. 68 31 0.3 C2
68 03 C1
07 33 68 68 0.2 C1
. 08 335 35.39 33 0.3 Al
355 cervical . . 39 01 Al
90 cervical biopsies 0 o  se - 0 N
Scrapes 10 58 58 58 0.1 A2
11 67 31.67.85 67 0.1 A2
85 0.1 A
31 03 B2
12 82 56, 61, 82 56 0.2 A2
61 0.1 Al
24% (86/355) 91% (82/90) £ 01 A2
13 82 g2 82 0.1 A2
H PV'I' HPV+ 14 &3 31. 82, 83,
15 83 6. 74, 82, 83

Table 1. HPV genotyping of cytology samples negative from HIV-1-positive and -negative women

CONCLUSIONS

HIV-1-negative HIV-1-positive Total

This study identified highly diverse HPV oncogenic types (HPV 16, 18, 31, 33, 45, and 82) and

HPV Types N = 55 N =123 N =78 . o . . . .
identified a high frequency of European and North American HPV16 lineages, consistent

HPV6 7 (13%) 2 (9%) 9 (14%0) . . . . . . .

HPVIG 12 21%) 7 (31%) 19 (24%) with the genetic background of the human population in Southern Brazil. This is also the

HPVIS 3 (0%) - 3 (4%) first report describing the distribution of HPV intratype lineages of high and low oncogenic

HPV31 2 (4%) 2 (9%) 4 (5%) o , ,

—— 3 (5%) > 9%) 5 (79%) riskin asymptomatic women from Southern Brazil.

HPV35 1 (2%) . 1 (1%)

HPV44 2 (4%) 1 (4%) 3 (4%) =

R B @cnea LN

HPVS53 2 (4%0) _ 2 (2%) Fundagio do Amparo 3 Pesquisa do Estado do Rio Grande do Su

HPV58 8 (14%) 3 (14%) 11 (14%)

HPVel 1 (2%) 1 (4%) 2 (2%) Projeto Grafico: Setor de Edicdo e Informacao Técnico-Cientifica / INCA

HPV67 1 (2%) 1 (4%) 2 (2%)

HPV6S . 1 (4%) 1 (1%)

HPV70 1 (2%) 1 (4%) 2 (2%)

HPVE2 4 (7%) 1 (4%) 5 (7%)
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