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Over 35 million people infected with HIV worldwide,
and less than 30% receive treatment

Western & Eastern Europe
Central Europe & Central Asia

860 000 1.3 million
North America 1200 000 - 930 0001 (1.0 million = 1.7 million)
1.3 million | ' East Asia
(980 000 = 1.9 million] ) 880 000
Middle East & North Africa (60 000 = 1.2 milhion]
Caribbean 260 000

o 250 0.90,., JoRR) U = e Oy South & South-East Asia
(220 000 = 280 000) 3.9 million
. . Sub-Saharan Africa 12.9 milfon = 5.2 milkon]
Latin America 25.0 million ‘
1.5 million [23.5 million = 26.6 million] Oceania
(1.2 million = 1.9 million} 51 000

143 000 - 59 000]
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10 mg/kg 15 mg/kg Placebo
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Ibalizumab 1V Phase llb -Summary of Efficacy Data

viral load
20 CDA4 T cell counts
£ 80
E-o . 0 =—800mg q2wk 2000mg q4wk y 800 mg q2w 2000mg q4w
g 80
S 1 - 3
o 40 N _
e-1.5 \ g
g W‘/. ©
S -2 20
S 8
-2.5 T T T T T ] E0 I I 1
0 4 et e 0 8 study Week 16 24
800 mg gq2wk: -1.6 log 10 copies/mL
2000 mg g4wk, -1.5 log 10 copies/mL Mean change in CD4* T-cells at Week 24
patients with 1 log reduction 800 mg g2wk: +37 cells/uL
800mg gq2wk: 63%; 2000 mg g4wk :+40 cells/uL
2000mg g4wk: 57% Twenty-six percent (26%) of patients had baseline
_ _ _ CD4 counts <20 cells/pL; reduced to 12 % at
patients with <50 copies/mL at Week 24 Week 24

800 mg q2wk: 44%
2000mg g4wk: 28%

TaiMed Differences between arms the were not statistically significant
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Cell membrane
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coreceptor

trimer
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Antibody Drug Conjugates (ADC)

g

Antibody
Targeting cell surface antigen
CDg4 only

Linker
Linking small molecule drug to

antibody, stable in circulation,
and releasing drug in target cell

Small Molecule Drug
Activated in target cell




Histone Deacetylase Inhibitors and HIV Latency

« Latency is characterized by the
presence of integrated silent proviral
HIV DNA.

« HDAC inhibitors induce expression
of integrated provirus, and may
allow attack of this primary form of
persistent HIV infection.

« A whole new ADC combining
HDACI with ibalizumab is designed
to decrease cytotoxicity and clinical
side effects and has high potential to
cure HIV.
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