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Modeling and prediction for antiviral efficacy of IFN on HIV-1 infection in cell culture
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Summary

Type-I interferons (IFNs) induce the expression of hundreds of cellular genes, some of
which have direct antiviral activities. Although IFNs restrict different steps of HIV replication
cycle, their dominant antiviral effect remains unclear. By combining experimental and
mathematical analyses, we quantitatively demonstrate that IFN mainly inhibits de novo

infection, rather than virus production.
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BYY” L “UANADFEE OELLPMEEMIZAEI NS ONETRTHFIZ L, kbbb,
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IFN |2 K B8R Y DIHERTH D& TA NAELEDHERTH HeDHN, EHLRKRE Vg
EBEIIZIH~T,

T OFER (K1), HIV-1 offifassmtEicBbh 53 (bbb, X4 VA VAKRRE AL
ZZBH 59 IFN (37 A L A OFBURG 2 XEIICHE L TWEHE (n > &) RO ST
(#1), ZOFF, IFN 285 LI BEOBIKT — & 2 HBLE TV CHNT LT BITIFRIC L 27
e —FH LTV 5FITIZ (Neumann et al., 2007). HL:FEHFZEE 23T T 5 IFN f74E FIZB T
% HIV-1 O 27— 7B ERE AW RITORE R L b —B LT\, IFN @ C BUAFR T A L A
(HCV) %19 5 EREAFHHN VA VAFELBRETH TR EEZEZ DL, BEET AR AL
ZARAFHINT IFEN DHFLD A L 2R % TR T & D A3 THIRE,
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% HIV-1 Sk 2 PR OFE R E AN I D, I 6, IFNICK D50 A VAR
BEEDHL Y A VAL FHRICE < O THIUL, Hii 2T OMZIZ B B> T &E %
HiLd,
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