FEBEIZ TR XU 258 & R IR

RARHE ', BR 2T B R LR B AR, I 201102 2 RSB T IEBR ISR, i 200120)

FE: R AR F A B T AN FH AR SIS T S W A4 RIS K . B AT W R A A R K
A EABITHMIL W RFEZ AT LT WS TR ENEE, MR RERFE, FRNEHHMRLE T, otk
MW R EARR A MAERL AR EEEEEMARKIR, KRIGRFHEM—4%54.

SR MG, B S, K RIK
hESHES: RIT9.1 XEkFRERE: C
DOI: 10.13748/j.cnki.issn1007-7693.2018.03.034
SIS : RIEFH, FR. RIS 740 X S8 2 4 69 R JEFLK[T]. P B IR B A 25 38, 2018, 35(3): 454-459.

XEHS: 1007-7693(2018)03-0454-06

Progresses of Companion Diagnostics Relatede Antitumor Drugs
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2.Vascular Surgery Department, East Hospital, Tongji University School of Medicine, Shanghai 200120, China)

ABSTRACT: Companion diagnostics (CDx) and CDx related antitumor drugs develope very fast recently for the improvement
of basic research of oncomolecular biology. Antitumor drugs is the largest branch of CDx nowadays. Doctors may prognosis drug
effect by CDx, which is important in making treatment plan and individualized treatment. There are many differences between
traditional chemotherapy drugs and CDx related drugs. Here is a review of companion diagnostics related antitumor drugs.
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Fig. 1 Major CDx related drugs and CDx indications
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