BXF-109

HFEMREDRER (FHARBAEEBIBE) HRUARBES

Rk 25 4E 5 A 24 HEHLE

HPEEES : 1350 1
HEIER : BKERIBA SIS
FTHI: 2011~2012
EEES 23659545
HEEERL (FI1X) EFMEYORZAWL:=Vitami nD3, HSV—2MOH I VEEZEAD

) 5 n&st
HICERES (FEX) Examination of the participation in HIV infection of the VitaminD3
and HSV-2 using the humanized mouse

HERRE
EMH EF (SHIMADA SHINJI)
ILRKRE - KEREFZIFER
MEEES : 10114505

BRI - Hiz

PR BEOWE (F130) @ B hAALXX T A L2 28 (HSV-2) [ZHIVERY R 7 2 Emb b b
DENHIVTW D, HATA HIV ERICB T 292 — 7 > NMililaTH 5 7 > 7~ Al (LC)
D HIV &Yt ﬂ#é%vz@%%%@ﬂbto%vziﬁ&ﬁ%ﬂ%08747;///%
LL-37 OFEAZFEE LN, ZNUOPHHEATF FORT LC @ HIV RIS EE 5.2 501X
LL-37 DB T o7~ EBZ siRNA ZFHWT LL-37 2 / v 7 X v v L= R EEIZ HSV-2 %
MRER L 7= 8538 BIE13 LC O HIV R A K 5 Z E DR SN, 2 b 0FERER X
0. HSV-2 (X LR/l 6D LL-37 FEAZFHE T HZ LIZK S THIVIEREY A7 2@ 5 2 &
DIRIE X7,

WFZERC R OB (3530) : Herpes simplex virus (HSV) -2 shedding is associated with increased
risk for sexually acquiring HIV. Because Langerhans cells (LCs) are suspected to be one
of the initial target cell types infected by HIV following sexual exposure, we examined
whether and how HSV-2 affects HIV infection of LCs. HSV-2 stimulated epithelial cell
production of antimicrobial peptides (AMPs), including human + defensins and LL-37.
Culture supernatants of epithelial cells infected with HSV-2 enhanced HIV susceptibility
in mLCs, and this effect was abrogated by blocking LL-37 production. These data suggest
that HSV-2 enhances sexual transmission of HIV by increasing HIV susceptibility of LCs
via epithelial cell production of LL-37.
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