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Figure 2. HMPL-453 selectively inhibited the growth of tumor cell lines
with activation of FGFR signaling

Figure 6. Combination of HMPL-453 and anti-PD-1 lead to tumor
regression in an FGFR2 fusion model

Figure 4. HMPL-453 induced tumor regression in multiple FGFR-altered
tumor models

Figure 1. HMPL-453 is a highly potent and selective inhibitor of FGFR1,
2, and 3

 HMPL-453 is a highly potent and selective inhibitor of FGFR 1, 2, 
and 3 with strong activity against FGFR-deregulated tumors in 
preclinical models.

 Combination with HMPL-453 significantly improved anti-tumor 
activity of chemotherapy as well as PD-1 blockade in an FGFR-
altered tumor model.

 The preclinical studies support clinical evaluations of HMPL-453 
as either a single agent or in combination with other 
therapeutic agents for the treatment of advanced solid tumors 
harboring FGFR alterations.
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Figure 5. HMPL-453 enhanced anti-tumor effect of chemotherapy in an
FGFR2 fusion model
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Figure 3. Oral administration of HMPL-453 demonstrated strong
target inhibition in vivo
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