SMO08502, a novel, small-molecule CDC-like kinase (CLK) inhibitor, downregulates the Wnt signaling

pathway and demonstrates antitumor activity in pancreatic cancer cell lines and In vivo xenograft models
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SM08502 exhibited in vitro antitumor activity in multiple
PC cell lines

* Aberrant activation of the Wnt signaling pathway is implicated in
multiple cancer hallmarks including proliferation, metastasis, and

Figure 1. SM08502 is a potent CLK inhibitor
that inhibits Wnt signaling in vitro

Table 1. SM08502 inhibited pancreatic
cancer cell proliferation in vitro

Figure 3. SM08502 inhibited cell colony
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Bold indicates significance; T vs. vehicle, T vs. vehicle + CAFs

Average bodyweight loss was <5% from baseline with SM08502 treatment for Capan-1 and HPAFII xenografts

group (Fig. 6)
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