HEE: 11 H28H(K) 12:30~13:20 B=1% 5 1 5% (HRER—ILIL)

SUFavEIS—1 R\ ER B EBE (UUSHE (%)

L1 NE B e T A T—8E (%)
(FIELARRRT/HIV Care Management Initiative
JapanEFm4E-0O0y 10 hF—LA)

WEE 11 H28H(K) 12:30~13:20 W=E  F251% (LETYavik—))

SUFavtEIZF—2 EBalel\eraEaolsie=tekead) ol Er SH F (LEX)
L2-1 RBIEEEURIZANOT 14— Hg o JUXNURE (#)
HX B8
(EEERX)
L2-2 HEPYR—IREFSY - INU—EIRBHEL
fEIR
7 &
BILEREERIK)

HWEE 11 A29H(GE) 12:30~13:20 B=% £ 1515 (HER—)UIL)

= WAckCll HAARTICH(FANNRTIOMNE DS R BEIHE (REEX)
L3 BER M= i HERE (%)

GRRERK)

HMEE 11 A29HGR) 12:30~13:20 ER%  £6 315 (REE 222-223)

~ = Challenging Traditional Therapeutic ’ Z— (uo
Fave=r—4 Strategies and Future of ART ER IWME= (RAX)

L4 Charles Farthing o SRy b (#R)
(AIDS Healthcare Foundation, USA)

HEE: 11 B29H(E) 12:30~13:20 W55 £ 3515 (RE=E 141-142)

=Rl Sl TTHIVELEICHITDF—LEE B SIS (REEX)
L5-1  SHIEEs L5-3 EfE—
(HBIZETARBE) (B 2EERR)
L5-2  KERTF g JURNURE ()

(OtEeRZEZ MBI ERT)




MBS 11 B30H(L) 12:30~13:20 WB=% £ 1585 (BRK—IUIL)

= ~ = TRIEMEEICSITD o e -
L6 SHER Heg  EREE (K)
(B REEHER)

WEE 11 A30H(L) 12:30~14:30 B=%  F£251% (LETYaVik—)l)

— ~ = TN EBR At B E=RX)
j/?ﬂ/t\j_ 7 HIV!@%E ﬂﬁﬁ@?ﬂi] %6#& ;ﬁg*ﬁﬁﬂ (Eg\zl:jc)
L7-1 ZEIHRAEEEHIIRREEICDWNT L7-4  AFICHITDEERICE T DHHIVEEDIRT

L7-2  HHIVEEICBIT 3 EYEEATEDIRIR FiE - HIVERRAE A RR

TS50V - AZRI5A4Y (#k)
L7-3  HIVEREEEFFRSHEIICH T DRFAE

BB 11 A30H(L) 12:30~13:20 B=% £33 55 (REE 141-142)

= ~ = Screening and ldentification of CAF N Y4 I7-J1V-
BRI ACE Al fom CDS+ T lymphocytes R BR % ()WZ*‘JZ?AZ"(H))

I

L8-1 JOFAVFVITIRTLADBEEREY—H— i SAT7—I1Y  INAFIVRATLZ (1)
B - REDSEH
Hp &
(A TD7—Ix - I\AFVRFTLX ()

L8-2 Rebecca E. Caffrery, Ph. D.
(Ciphergen Biosystems, Inc.)

GEHUIDBITRELH UIcDTHRZ C CICIBFELET )
SUFIVEIF—8 ¥E

It is known since 1986 that CD8+ T lymphocytes from certain HIV-1-infected individuals, who
are clinically and immunologically stable, secrete a soluble factor, termed CAF, that suppresses
HIV-1 replication irrespective of viral phenotype. CAF is not cytolytic, and its activity does not
require MHC restriction. Its mechanism of action, however, is unknown. Moreover, the
identity of CAF had remained elusive despite an extensive search. In this study, we used CD8+
T lymphocytes from several long-term non-progressors with HIV-1 infection as a unique
resource to characterize CAF. Utilizing a novel ProteinChipR technology, we identified a
cluster of small proteins (m. w. 3.300 to 3,500 Da) that are secreted when CD8+ T cells are
stimulated. These proteins were definitively identified as a-defensins-1, -2, and -3 based on
specific antibody recognition and amino-acid sequencing. Importantly, CAF activity was
eliminated or neutralized by an antibody specific for human a-defensins. We also found that
commercial preparations of a-defensins-1 and -2 can inhibit the replication of many HIV-1 isolates
in vitro. Taken together, our results indicate that a-defensins-1, -2, and -3 collectively
account for the anti-HIV-1 activity of CAF that is not attributable to the beta-chemokines.




