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Research progress of PDGF-BB/PDGFR-f in tumor
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Abstract

Keywords

Platelet-derived growth factor (PDGF) is a kind of angiogenic factor, is a variety of cell mitogenic agents and
chemokines, platelet-derived growth factor receptor (PDGFR) is a member of the lysine protein kinase, which
can promote the chemotaxis of cells. PDGF and PDGFR play an important role in the development of tumor.
The study of PDGF/PDGFR as a target for tumor therapy has also made great progress. In this paper, review the
progress of PDGF-BB/PDGFR-p in the development of tumor and the progress of tumor targeting therapy.
PDGF-BB/PDGFR-f; tumor; targeted therapy
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PDGF-AB', PDGFEEH 40 (B anpy sz 4 e . B
MW £ B A R AR ) A3 A, R AFAE T LM
JIT AR RR M LN A AR K . BFSE T B &R S
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PDGFRA 215N (PDGFRAFIPDGERB), 47
BT N4 S5 Y ik I K /NELS R 185 Y o {4
"7, PDGFZ KM SAS I KL i 5 P A 4 S 4k %
1A (PDGFR-afIPD GFER-B) %k 4 )5 I35 £ Fh 41 il 2
AEY, WAL L . BN S 55 9% . PDGFR-af]
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F, HH A P Com B I 22 RR 2R UM TG 1 1% R B
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TEEGTE R R AR, 5007 200 6 A 5 4 3o 1 i e
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2 PDGF-BB/PDGFR- 5EREXE
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KRBV ERNZE, WAl LT (extracellular
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QKR T45), % I 5 1B AL (epithelial-
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T 38 o8 5 o ik 42 402 4F 40 e 285 8 . 4900+ i 98 4
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