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Study on the molecular epidemiology of people infected with human immunodeficiency virus-1 in Shandong
province FU Ji-hua” , LI Sheng-zhang, ZHANG Jing, LIU Xue-zhen, HUANG Tao, XING Hui,
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[ Abstract] Objective To study the distribution of human immunodeficiency virus-1(HIV-1) strains
subtypes in Shandong province and to study their source in order to predict the epidemic trend. Methods
Epidemiological investigation was made and 93 DNA fragments of HIV-1 env,gag,tat gene were amplified
by nested polymerase chain reaction from people infected with HIV-1, in 2002-2003. Their C2-V3, P17/
P24, 1st exon of tat and adjacent region were sequenced. Results Sequence analysis showed that there
were 7 HIV-1 strains or circulating recombinant forms(CRFs), B’ (n=71), CRFO1-AE(~ =9),CRF07-
BC(n=3), CRFO8-BC(n=3), B(n=2),C(n=2), CRFO2-AG(n=2). B’ strains was the
predominant which, covered 10 cities and 4 kinds of population including blood donors, blood receivers,
spouses of the infected people and clients of the sex workers. CRF07-BC.CRF08-BC strains were identified
in 5 cities, mainly from injecting drug users. CRF01-AE and other strains were found distributed in
developed cities, among sex workers. Conclusion There were many kinds of subtypes and CRFs of HIV
and their genomes which generated obvious variation in Shandong province, suggesting that they might
facilitate the spread of the disease in Shandong province.
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8. FHI 4. MEKNFFH AH ABI A& B
SeqEdit K #H T HB . R E, REHEHBGER
GCG A A4 Mega 3458 BT 519 HEF | HL X
MBS TR,

9. B k. £33 nPCR & N M JF 5 M &,
env.gag.tat X3S BB C2~V3. &% LEH P17/
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% B % (5—>3) 77 [ 1 B (HXB2) ¥ 3% B B (bp)
env  EDS ATGGGATCAAAGCCTAAAGCCATGTG Em 6557 ~6582 1255
ED12 AGTGCTTCCTGCTGCTCCCA Rim 7811~7792 (S
Env7 CTGTTAAATGGCAGTCTAGC IE [ 7002 ~7021 668
Env8 CACTTCTCCAATTGTCCCTCA 0| 7668 ~ 7648 ()
gag  gag F2 ATGGGTGCGAGAGCGTCARTATTAA R=Aor G 1E i 790~ 814 1242
gage 2 TCCAACAGCCCTTTTTCCTAGG bac] 2032~2011 (SMED)
306 GGGAAAAAATTCGGTTAAGGCC ER 836~857 671
c-gag TAGTTCCTGCTATRTCACTTCC R=Aor G 18 1507~ 1486 (Am)
tat NP5 CCCTACAATCCCCAAAGTCAAGGAGT ER 4653 ~4678 1709
ENV-1 TTCCACACAGGTACCCCA B 6361 ~6344 (SR
VIF-E AGATGGAACAAGCCCCAGAAGACC 1E 5557 ~ 5580 791
NP11 CCCATAATAGACTGTGACCCACAA AC] 6347 ~6324 (A1)
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