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Precision Therapy of Metastatic Colorectal Cancer with RAS Mutation
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Abstract: Metastatic colorectal cancer (mCRC) is a clinical and molecular heterogeneous disease. Currently,
for mCRC, extended rat sarcoma (RAS) testing is recommended in routine clinical practice before any
treatment. RAS mutational status is significantly associated with the outcome of patients and strongly
predictive for anti-EGFR-targeted therapy. However, specific treatments for RAS target are not yet available.
Previous studies have shown that direct inhibition of RAS proteins has limited clinical benefits. Recently,
a promising drug, AMG-510, which can directly inhibit KRAS G12C has been reported; however, it needs
further confirmation. In the past few years, important advances have also been made in approaches designed
to indirectly target RAS by inhibiting RAS effectors, multi-target combination strategies and immunotherapy.
They are expected to be effective treatments for RAS target. This article summarizes the precision treatment
of RAS-mutant mCRC.
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4%, HRASTASRIAL, HH95%LL ARk
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growth factor receptor, EGFR ) By 254 4 Hij
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( metastatic colorectal cancer, mCRC ) RASHEL[K] %
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I DU R Hbt, KRASHEF A R 58 A8 B2
FW A TR A AE] ( median progression free
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ROHE EL 32 P4, A I 000 R 6 1 A A T
H (NCT03981614 ) , & FAHAR .

3 ®REIRTT

[ A - QA N < W T -
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Hrp26 HKRASZAER], ORR }26.9%, i##Hid12
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HANA VB BRA: 2452 — 2R RGIR T R I AR
&, AR ER AP ORRIAFI33%, DCRY
51%, 12 F124 A PES4r5H34%F131%, OSH4y
HRT2%F155%, HA19|RASZEAS B HORR N
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AT T - Z AR /A1 ( programmed cell death
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Zpi, IMblaze3 70658, XUZHEA 440 A 18314
B#, ORRH3%, DCRHN26%, 6 F112H0S%K
39 64.7%F138.5%, HA AT 99HIRAS 7 AL K £
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PP 20204EASCOL I k3 T —3 [ B/ 1
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