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Introduction

Epigenetic moditications are dynamic and reversible processes that
regulate gene expression via chromatin moditications and do not

alter the sequence of the DNA.

The proteins that participate in epigenetic modifications can
be categorized as:

» Writers : covalently modify the chromatin
» Readers : recognize the modifications

» Erasers : remove the modifications

While essential for normal cellular function, abnormal expression or
alterations can lead to disease, which make these epigenetic

regulators an aftractive target tor drug discovery and development.

At Reaction Biology we offer a suite of services and products
for drug discovery including the largest panel for epigenetic
screening and profiling in the industry.
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Writers: PRMT5

Protein arginine methyltransferase 5 (PRMT5) belongs to a group of enzymes that are

PRMT5 Selective Inhibitors
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