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DIVE ® THAT MATTER ‘monoclonal

anti bOdy mAbs are similar to our

body’s antibodies that
are designed and made
in a laboratory, meant to
modulate our immune

system. |
B sounds like (ruh-tuhk-suh-mab)
Rituximab is a chimeric monoclonal Chimeric mAbs are a type of MOLECULAR STRUCTURE
antibody (mADb) used to treat certain antibody that are made in a lab
autoimmune diseases and types of by combining a human antibody FAB
with a mouse or rat’s antibody.
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MECHANISM OF ACTION system,
involved in
1] Targeting CD20 on B cells CD20 producing
antibodies

Rituximab is designed to bind

specifically to the CD20 antigen A protein found on

the surface of most
B cells

F1 Depleting B cells

After binding to CD20, Rituximab initiates
the process for B cell depletion

B CELL DEPLETION PROCESSES

Fun Facth  Rituximab has multiple mechanisms of action because the binding to the CD20 antigen can trigger
various immune responses depending on the cellular environment resulting in different types of cell destruction.
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This interaction triggers the natural killer cells to Natural Klller Cells
release cytotoxic granules that induce cell death , The Fo Region attches
° to the natural killer cells
in the mutated B cell. Rituximab et of o ipimuine Systm

In ADCC', the immune cells recognize the
mutated cells by their attachment to Rituximab and
bind to the Fc region of Rituximab.

-} Complement-Dependent Cytotoxicity (CDC):

- SR Rel . o In CDC?, the binding of Rituximab to the mutated B cell,
Mutated B Cell T MACH 't s a cylindrical structure activates the complement system (a group of proteins
~F gl S made up of proteins that form " . .
i, x - bore inthe cell membrane in the blood). This structure is known as the membrane
. ' attack complex (MAC).

These complement proteins attach to the mutated B cell
Rituximab and form pores, leading to the destruction of the cell.

Direct Apoptosis

In Direct Apoptosis, the binding of Rituximab to the
mutated B cell can send a signal directly to it,
causing it to shrink and eventually self-destruct
through the process known as apoptosis.

CD20 is present on most B cells ‘ ~ Rituximab Self Destruct
(both healthy and cancerous) m

Does Rituximab kill the healthy cells as well?

Yes, Rituximab does target and destroy healthy
B cells along with the cancerous ones.

Rituximab was the first mAb
to be approved for the
treatment of cancer.

While this can lead to a temporary reduction
in the number of healthy B cells, the body is

capable of regenerating these cells after \({V’ '1\%,/ World Health Rituximab is on the WHO’s
the treatment is completed. {593 Organization List of Essential Medicines

Citations & Glossary

" ADCC - Antibody Dependent Cellular Cytotoxicity
2 CDC - Compliment Dependent Cytotoxicity
3 MAC - Membrane Attack Complex

Disclaimer:

This communication does not substitute advice of a medical practitioner. Please consult your doctor for any
medical advice. Although greatest possible care has been taken in preparation of this material, Dr Reddy's
shall not be liable to any person for contents of the same. Images are for illustrative purposes only.
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Good Health Can’t Wait.




