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Anti-CCR8
High ADCC Anti-CCR8 for the Depletion of 
T-regulatory Cells



*Fibrogen / HiFiBio: Fibrogen purchased option to multiple programs in June 2021, then exercised the option for excl. license to CCR8 program in Dec. 2021.
**Gilead / Jounce: Exclusive worldwide license to anti-CCR8 antibody. 

*** Coherus / Surface Oncology: acquisition, announced in June 2023, adds two clinical assets, including a phase 2 anti-IL-27 and a phase 1/2 anti-CCR8 for oncology. 
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CCR8 for Tumor-Infiltrating Treg Depletion

Tumor-infiltrating Tregs 
highly express CCR8. 
iBio program targets 
depletion of highly 
immunosuppressive 
CCR8+ Tregs in tumor 
microenvironment via 
an ADCC mechanism.

• Broadly applicable in solid 
tumors

• Prospective combination 
therapy

Target Mechanism Potential Indications Differentiation / Opportunity 

Recent Transactions & Milestones

• Selective binding to CCR8 
over its close homolog, CCR4

**Gilead / Jounce (Dec 2022): 
Original deal: $85M upfront, $35M 

equity investment, $685M milestones.
2023 Buyout: $67M for remaining rights. 

*Fibrogen / HiFiBio 
(Jun & Dec 2021): 

$25M option fee, $35M option 
exercise, $1.1B milestones

PRECLINICAL TESTING IND CLINICAL TESTING CLINICAL PROOF OF CONCEPT

***Coherus / Surface 
(Jun 2023): 

Acquired for $65M



Zheng, et al. Cell 169.7 (2017): 1342-1356;      Whiteside, et al. Immunology 163(4) (2021): 512-520;       Kidani, et al. PNAS 119(7) (2022): e2114282119 3

CCR8+ Treg Cells Are Tumor Infiltrating and Highly Immunosuppressive
Depletion of CCR8+ Treg cells has potential to evoke potent tumor immunity

• Systemic inflammation
• Skin toxicity
• Platelet 

depletion/aggregation

Intratumor cytotoxic T-cell 
activation & tumor death 

Adverse events

iBio CCR8 
specific antibody

CCR8 & CCR4
nonspecific antibody

CCR4+ cells killed

CCR4+ cells spared
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Afucosylated Anti-CCR8 Antibody Exhibits High Specificity, CCL1 
Antagonism and CCR8-Specific Cell Killing

High Specificity CCR8 Cell Binding

0.0001 0.001 0.01 0.1 1 10
0

2

4

6

8

10

hCCR8  overexpressed cells

Ab. (nM)

M
FI

hIgG1 isotype
mIgG2A isotype
Anti -hCCR4 - EC50 = NA
Anti-mCCR8 - EC50 = NA
SD-356253 - (iBio) - EC50 = 0.78 nM
SD-692676 - (GS-1811) - EC50 = 0.43 nM

0.0001 0.001 0.01 0.1 1 10
0

10

20

30

40

50

hCCR4 overexpressed cells

Ab. (nM)

M
FI

hIgG1 isotype
mIgG2A isotype
Anti -hCCR4 - EC50 = 42.5 nM
Anti-mCCR8 - EC50 = NA
SD-356253 - (iBio)- EC50 = NA
SD-692676 - (GS-1811)- EC50 = NA

0.0
00

00
1

0.0
00

01
0.0

00
1

0.0
01 0.0

1 0.1 1 10
0

10

20

30

40

CCR8 overexpressed  cell

Ab. (nM)

%
 o

f c
el

l k
ill

in
g

hIgG1
hCCR4 - EC50 =NA
SD-356253-(iBio) - EC50 = 0.004 nM
SD-692676-(GS-1811) - EC50 = 0.002 nM

PBMC-Induced CCR8 Cell Killing

Potent binding to CCR8 overexpressing cells

No binding to CCR4 overexpressing cells

(Jounce/Gilead)

(Jounce/Gilead)
(Jounce/Gilead)

Untreated

CCL1 (7 nM)
CCL1 (7 nM) + hIgG1 Iso. Ctl.

Anti-hCCR8 (+)Ctl.

SD-6926776-(GS-1811) Jounce/Gilead
SD-356253 (iBio)

CCR8-CCL1 Antagonism
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iBio’s CCR8-Specific High ADCC Antibody Induces Tumor Regression in a 
Transgenic Human CCR8 Mouse Model
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*

* *

* p<0.05 vs negative control

*

*

+22% Tumor
regression

+10% Tumor
  regression

100 % Tumor
Inhibition

  

 
 

hIgG1 negative control (10 mg/kg)
Competitor in clinic  (10 mg/kg)
SD-171467-afuc (10 mg/kg)
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