
T-cell Immunoreceptor With Immunoglobulin
and ITIM Domains (TIGIT)

TIGIT and its Role in the Immune Response

T-cell immunoreceptor with immunoglobulin and ITIM domains (TIGIT) is 
an immune checkpoint receptor that is found on the surface of immune 
cells, including activated T cells, natural killer (NK) cells and regulatory T 
cells (TREGs).1

TIGIT serves as one of the immune system’s “off” switches, slowing down
or stopping an immune response. The immune system balances this “off” 
modulation with another receptor (CD226, also known as DNAM01)
which competes for binding with the same ligands (CD155 and CD112) as 
TIGIT and acts as a “on” switch.1

When TIGIT binds to its ligands on antigen-presenting cells (APCs), T cell 
and NK function is inhibited, normally preserving balance when the immune 
system is overactive.1

TIGIT and its Role in Cancer

Blocking TIGIT

Cancer cells have mechanisms to evade or 
suppress the immune response within the tumor 
microenvironment (TME), essentially making the 
cancer cells invisible to the human immune system 
and allowing tumor cells to grow without restraint.

In cancer, some tumor cells use the TIGIT 
pathway to decrease T cell and NK cell function, 
effectively turning “off” the immune response.2

TIGIT is a promising new target for cancer immunotherapy and researchers 
are exploring strategies to inhibit the TIGIT signaling pathway.1,3

One approach is to block the TIGIT receptor on the 
surface of T cells and NK cells using a monoclonal 
antibody so that TIGIT cannot bind to its 
corresponding ligands on APCs and cancer cells.

• Researchers  are exploring the use of Fc-inert 
antibodies which may remove the potential 
of undesired effector T cell depletion.
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Bristol Myers Squibb aims to design novel therapeutics by identifying new 
ways to disrupt immune suppression, making tumor cells once again visible to 
the human immune system and thereby prompting an anti-cancer response.

By blocking TIGIT, researchers hope to restore immune cell function and 
enable an anti-cancer response.1

• Blocking TIGIT on T cells may increase effector T cell proliferation 
and signaling that promotes cancer cell death.

• Blocking TIGIT on NK cells may increase the ability of NK cells to kill 
cancer cells.

In preclinical models, inhibition of TIGIT alone or in combination with 
inhibition of other immune checkpoints has been shown to improve the 
anti-cancer activity of T cells and NK cells.2,4–6


