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Abstract:

The mortality and morbility has been declined dramatically since the
introduction of highly active antiretroviral therapy. However, the prevalence of
antiviral drug resistance has increased and become a public health problem. The
study was focused on the frequency and pattern of HIV-1in
treatment-experienced with virological failure HIV infected patients in Taiwan.
Viral RNA was extracted from plasma and performed the genotypic resistance
test with TRUGENE HIV-1 Gonotyping Kit and OpenGene DNA Sequencing
System (Bayer). The frequency of resistance to any class of drugs was 75% (75
in 100). The most common resistance was to non-nucleoside reverse
transcriptase inhibitors (NNRTIs), accounted for 59.0% (59 in 100), then to
nucleoside reverse transcriptase inhibitors (NRTIs) 51.0% (51), and to protease
inhibitors (PIs) 33.0% (33). There were 16 cases (16.0%) resistance to al 3 class
drugs. The most common mutations conferring resistance to NRTIs were
M184I/V  (50.0%), D67N (18.0%), T215Y/F/S (15.0%), and K 70R (14.0%).

Mutations conferring resistance to NNRTIswere K103N (24.0%), Y 181C/I

(16.0%), V179D(9.0%), and V108l (9.0%). And mutations conferring resistance
to Plswere L10F/I/R/V (26.0%), A71VIT 22.0%), and V82A/F/T/S 17.0%). The
frequency of drug resistance among subtype B was 69.7% and 91.7% among
CRFO1_AE. L63P and M36l were the most common polymorphism in protease
genes, wheres CRF01_AE predominant with M 36l (95.8%), and subtype B with
L63P (79.0%). We think our genotypic resistance study provide clinicians a very
important information for treatment-experienced with virological failure patients
for their salvage therapy. And it also collected gene bank information from

virological patientsin Taiwan.
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4- -~ 4 B2 CRFOL AE #3-6 % % 3| {1 B

Polymor phism B E Pvalue
L 10F/1/RIV 21 27.6 ) 20.8 P> 0.05
K20R 6 7.9 3 12.5 P> 0.05

M 36l 32 421 23 95.8 P<0.05"

M 46l 11 145 4 16.7 P> 0.05

L 63P 60 79.0 8 33.3 P<0.05"
ATIVIT 22 29.0 0 0.0 P<0.05"
G739A 4 5.3 0 0.0 P> 0.05
|84V 4 5.3 3 12.5 P> 0.05
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% of patients
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