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SRK-015 specifically inhibits myostatin activation SRK-015 Offers Therapeutic Potential for SMA
»In SMA, fast-twitch muscle is often atrophied. Selective targeting of proMyostatin, the SRK-015 is a specific inhibitor of Myostatin activation.

SRK-015 binding to myostatin
and related proteins

myostatin precursor

The specificity of SRK-015 for myostatin makes it particularly suited to
SRK-015 binding investigation in pediatric indications.

ProMyostatin The lack of binding to related family members may reduce the potential

for unwanted side effects that may occur with less specific drugs.

proMyostatin | ProGDF11 proActivinA

» Myostatin inhibition alone (e.g. in ambulatory type Il patients) or in
combination with any SMN splice modulator (e.g. in type Il and non-
ambulatory type Il patients) may provide benefits to SMA patients.

Latent Myostatin

Myostatin Scholar Rock has demonstrated that inhibition of myostatin activation is

ProGDF11 effective at increasing muscle mass and strength in multiple pre-clinical
GDF11 models, including a mouse model of SMA.
ProActivin A
Activin A We anticipate SRK-015 to enter clinical trials “mid-2018 in:
Type Il and non-ambulatory Type Il in combination with an SMN splice
modulator.
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Disclaimer: SRK-015 is an investigational drug candidate being developed and studied for BMP10

SMA and other indications. The effectiveness and safety of SRK-015 has not been established
and SRK-015 has not been approved by the FDA or other regulatory agency.

Ambulatory Type lll as a monotherapy.




