Bt hoo2sman maTE Hmom

PROGRESS IN PHARMACEUTICAL SCIENCES

M/ R T E EKEFREZ S ME
HEARMITRERRE

HPIEE, X4

B, (5%

( PEARAFHFRAER |, /175 fR 211198)

[ {2 MIMRETESEREF ( PDGF ) FOM/IMRATAEARE F24K ( PDGFR ) fEME&ER R AIENE 402 FRTEEEE/EM , H#
BT SRR IARMERE KR, SAMEMINER Mg+ PDGF/PDGFR IRIANIMER LR BINIATHE | FHRGEE

ARSI | NEMER AR SE,
[ 2413 | PDGF/PDGFR ; fEg ; IfGFREAZS
[ F[E 4255 1 R966 [ XEtRED 1A

[ =455 11001-5094 (2023 ) 02-0145-09

DOI: 10.20053/j.issn1001-5094.2023.02.009

esearch Progress of Platelet-derived Growth
Factors and Their Receptors in Tumor

CAO Yujia, LIU Hongxia, HE Chaoyong

( Department of Pharmacology, School of Pharmacy, China Pharmaceutical University, Nanjing 211198, China )

[Abstract] Platelet-derived growth factor (PDGF) and PDGFR (platelet-derived growth factor receptor) play an important role in

angiogenesis and cell mitosis, and affect the development and metastasis of tumor in several ways. This review summarizes the advances

in research on the effects of PDGF/PDGFR on tumor progression tracking by the cell types in tumor environment, and the clinical research

breakthroughs of related drugs in recent years, aiming to provide reference for tumor treatment.
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Figure 1 Direct and indirect activation of the PDGFR pathway
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Table 2 Commercialized PDGFR inhibitors for tumor treatment
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Table 3 Updated clinical trials of some PDGFR inhibitors to treat tumors (2020-2022)
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Table 4 Updated clinical trials of some PDGFR inhibitors combined with other approaches to treat tumors

(2020-2022)
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famitinib SHR6390
regorafenib PD-1 il 51
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