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[ Abstract] Soft tissue sarcomas (STS) are rare malignant tumors arising from mesenchymal tissues and have an overall incidence
of about 1.15/100 000 per year. According to the World Health Organization classification, over 100 distinct histological subtypes
have been categorized, many molecular aberrations are prevalent within specific sarcoma, and very few are therapeutically targeted.
Instead of utilizing molecular markers as targets, first-line sarcoma treatment options are still limited to traditional surgery and
chemotherapy. Current understanding of the underlying molecular and genomic mechanisms of different histology subtypes have led
to encouraging development of targeted therapy for STS. In this review, we explained and summarized the current molecular targeted
therapies in development for the most common studied subtypes of soft tissue sarcoma.
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Tab. 1 Soft tissue sarcoma type, target and medicine

Sarcoma

Target Medicine
type
LMS VEGFR, PDGFR Pazopanib
VEGFR, PDGFR, c¢-Kit Sorafenib

VEGFR, PDGFR, BRAF, FGFR Regorafenib
VEGEFR, PDGEFR, FGFR, c-Kit Anlotinib

PDGFR Olaratumab
LPS CDK4 Palbociclib

VEGF, PDGFR, KIT, FLT-3 Sunitinib

VEGFR, PDGFR Pazopanib
SS VEGFR, PDGFR Pazopanib

VEGFR, PDGFR, FGFR, c-Kit Anlotinib
VEGFR, PDGFR, BRAF, FGFR Regorafenib

RMS VEGFR Apatinib
mTOR + MEK P1103+U0126

AS VEGFR, PDGFR Pazopanib
VEGFR, PDGFR, c-Kit Sorafenib
VEGF Bevacizumab
mTOR Everolimus

ES VEGFR Apatinib
PDGFR + mTOR Cixutumumabsirolimus

ASPS VEGFR, PDGFR, FGFR, c¢-Kit Anlotinib
VEGFR, c-Kit Cediranib
VEGFR Apatinib
VEGF, PDGFR, KIT, FLT-3 Sunitinib

SFT VEGFR, PDGFR Pazopanib
VEGEFR, PDGFR, c-Kit Sorafenib
VEGF, PDGFR, KIT, FLT-3 Sunitinib
PDGFR, c-kit Imatinib

GIST PDGFR, c-kit Imatinib
VEGF, PDGFR, KIT, FLT-3 Sunitinib

VEGFR, PDGFR, BRAF, FGFR Regorafenib
VEGFR, c-Kit Cediranib

VEGFR, PDGFR, FGFR, c-Kit Anlotinib

VEGF, PDGFR, KIT, FLT-3 Sunitinib

UPS VEGFR Apatinib
PDGFR Olaratumab
mTOR Ridaforolimus

VEGFR: Vascular endothelial growth factor receptor; PDGFR: Platelet-
derived growth factor receptor; BRAF: B-Raf and v-Raf murine
sarcoma viral oncogene homolog B; FGFR: Fibroblast growth factor
receptor; SCFR/c-Kit: Mast/stem cell growth factor receptor; FLT-3:
Fms-like tyrosine kinase 3; mTOR: Mammalian target of rapamycin;
CDK4: Cyclin-dependent kinase 4; MEK: Mitogen-activated protein
kinase kinase
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