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Fig. 1 Age of HIV-1 positive blood donors
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Fig. 2 Eight positions of 2nd PCR of the pol region

Table 1 HIV-1 subtypes among past and present donors

1992-2001 (year) 2009-2011 (year)

Subtype N%T:gs()f Male Female Subtype N%TEg;SOf Male Female
Subtype B 205 180 4 Subtype B 192 189 3
CRF01_AE 24 18 2 CRF01_AE 11 8 3
CRF02_AG 2 0 2 CRF02_AG 5 0 5
Others 2 0 2 Others 2 1 1
PCR (—) 4 4 0 PCR (—) 2 2 0

Total 237* 202 10 Total 212 200 12

*Including 25 samples with no information about sex

H\WT Nested PCR0S5A VI V=T vy T %
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pol FIHIZDOVTIE, 754 v —=Eb TR TE v
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ST TEiT - 72 (Fig.2). QIAxcel (QIAGEN #) #H
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v1.1 Cycle Sequencing Kit (Life Technologies ) % H
Wie v —47 v ARG 717V, BigDyeXteminatorPurifi-
cation kit (Life Technologies #1:) 2 & % ¥ # % 7\
PRISM3130 (Life Technologies 1) % W EEFI % 15:7-.
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2512, ¥ — % X — A ® NCBI Genotyping Tool
(http//www.ncbi.nlm.nih. gov/ project/Genotyping/
formpage.cgi) &, BioAfrica Viruses Genotyping Tool
(http//bioafrica.net/Subtypetool/html) % FIH L 723
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IAEOKUAR 212 BICTIEH 7% 4 7 B 25192 61(90.6 %),
CRFO1_AE %711 #1(5.2%), CRF02_AG %5 51 (2.4%),
Z0Mus 2 41 (09%), PCR (=) 2 #1(09%) TH-
72(Tablel). Y 2 Y ¥F ¥ MIDWTITHUISRM AL D
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DY aAYEF Y A THBEEN T A (Table 2).

BUDYT 5 47 BidBERAET 89.1%, JAEOM



64

Japanese Journal of Transfusion and Cell Therapy, Vol. 59. No. 1

Table 2 HIV-1 subtype transition in endemic areas

Prefecture Tokyo Kanagawa Chiba Aichi Osaka
- Subtype | 5| g | B | CRF | B | CRF | Others | B | CRF | B | CRF
1995 6 1 0 0 0 0 0 0 0 0 0
1996 12 0 0 0 9 10 0 0 0 0 0
1997 10 2 2 0 4 1 0 1 0 8 0
1998 18 1 3 0 0 3 0 4 0 13 0
1999 19 2 2 0 2 0 0 1 0 5 0
2000 18 0 2 0 2 3 0 6 0 5 0
2001 22 2 2 0 1 3 0 3 0 17 0
2002 18 1 0 1 0 2 0 2 0 8 0
2003 21 1 2 0 1 0 1 2 0 10 1
2004 21 1 5 0 3 0 0 2 1 14 0
2005 17 1 3 0 0 1 0 4 1 15 2
2006 22 1 3 2 2 0 0 5 0 16 0
2007 10 1 3 0 4 0 0 2 2 17 2
2008 17 2 4 1 5 2 1 9 1 24 2
2009 16 1 0 0 4 1 0 3 1 14 0
2010 22 2 2 0 5 1 0 1 1 16 2
2011 14 4 3 1 7 1 0 4 0 16 1
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Fig. 3 Comparison of drug resistance mutations between past and present HIV-1 positive

donors
PI: Protease Inhibitor

NRTL Nucleoside Reverse Transcriptase Inhibition (NRTI contains T215X)
NNRTTI Non-Nucleoside Reverse Transcriptase Inhibitor
*All “present” donors have duplications for PI, NRTI and NNRTI
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SUBTYPES AND DRUG RESISTANCE OF HIV-1 IDENTIFIED AMONG
BLOOD DONOR
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Abstract:

To clarify the infection dynamics of HIV-1 found in blood donors, the subtypes and drug resistant mutations of
past and present HIV-1 positive specimens were examined comparatively. After analyzing 237 cases of HIV-1 posi-
tive specimens “past” specimens in blood donated nationwide from 1992 to December 2001 and 212 cases “present”
specimens from September 2009 to December 2011, we found that the subtypes of “past” specimens included 86.5%
B, 10.1% CRFO01_AE, 0.8% CRF02_AG, and 0.8% others. As for “present” specimens, B accounted for 90.6 %, CRF01_
AE for 5.2%, and CRF02_AG for 2.4% of subtypes. Drug resistant mutations were present in 8.6 % of past specimens
and 21.4% of present specimens. The proportion of revertant T215X in drug resistant mutations was 12.5% in past
specimens and 12.9% in present specimens. These results suggest that no increase in HIV-1 subtype recombinant
has occurred in the blood of donors on the whole within Japan. We also noted more drug-resistant mutations among
present specimens than among past ones, suggesting the prevalence of drug-resistant mutations even among in-
fected carriers, excluding people undergoing HIV-1 treatment.
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