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ABSTRACT Objective: To screen broadly neutralizing antibodies(bnAbs) of HIV-1 epidemic strains in Men who have sex with men
(MSM) lived in Shenzhen, and provide basis for the mechanism and application research. Methods: A small crowd of local MSM was
established. Participants were followed up and saved samples regularly, HIV-1 subtype distribution from these sampled local MSM was
also analyzed by sequencing. In this study, 12 kinds of Standard HIV-1 Env-pseudotyped viruses were prepared, which were produced by
cotransfecting 293T cells with env expression plasmid and HIV-1 backbone expression plasmid, for TZM-bl-based neutralization assay.
Samples selected from local MSM crowd were detected and ID50 titers were calculated through sera neutralization curves. Individuals
showed relatively more broad or potent neutralizing activity would be analyzed by additional neutralization competition assay. Results:
HIV-1 subtype distribution from local MSM significantly changed in recently years, The prevalence of CRF07_BC (43.4 % )and
CRF55_01B(15.4 %)increased rapidly. We detected 88 samples from 34 MSM with CRF07_BC infection, 10 samples from 6 individuals
shown cross-clade neutralizing activity, 2 of them showed plasma neutralization breadth of 58.3 % against a multi-subtype panel, the pri-
mary analysis indicated that the plasma neutralization in these two individuals is not directed to gp120. Conclusions: A local MSM crowd
and TZM-bl-based neutralization assay technology platform were successfully established in this study and applied to practice. Primary
results indicated that HIV-1 bnAbs existed in part of samples.
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Fig. 1 The variation of broadly neutralizationdetectedin Shenzhen
MSMwith time post-infection

Note: ypi=year post-infection; mpi=month post-infection.
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Fig.2 TZM-bl-based neutralization assay(IDs, 1/X)
Note: A.TZM-bl-based Cross-clade neutralization assay. Titres at ICs, are

shownand coloured;"-"means IDsgtiters 1/X lower than 25. B.IDtiters

calculated through sera neutralization curves.
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Fig.3 Neutralization competition assay

Note: The addition of gp120 W479A shown in blue did not shift the neutralization curves, indicating thatthe plasma neutralization in these two cases is not

directed to gp120.
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