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Role of extracellular matrix in tumor development and therapy

CHEN Jie', CHEN Zhongbo’, ZHANG Yun’, LI Sha’, YU Yiming™*
(‘Ningbo University School of Medicine, Ningbo 315211, China; *Affiliated Hospital of School of Medical of Ningbo
University, Ningbo 315211, China)

Abstract: As an important part of tumor tissue, tumor extracellular matrix has unique physical, chemical and
biological characteristics. These characteristics influence the biological behavior of tumors. This work mainly
introduces the structural characteristics of tumor extracellular matrix, the role of tumor extracellular matrix in
tumor growth and invasion process, anti-tumor therapy and the mechanisms of drug resistance. Understanding
these characteristics of tumor extracellular matrix is beneficial to the development of physical, biochemical

and immunological, diagnosis methods for malignant tumors in clinical, and provides new ideas for anti-tumor

therapy and improving the efficacy of anti-tumor drugs.
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1 PhyEZm RSB BRI E AR E I RE

AR ZHECM—H, MBECMEIRZ OIS
RRE. sEEA. F4EEREA. EFiER
H. EARFEAREEA. XSmRS ERFECM
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REAT AR, R TECMEIT A, WA S EUN
222 T

R R ECMZ5 14 I Bk il , HECMAR it
S0V AR 7o R i T AT 4 A0 AN TR SR AL 1
IR AR ALK, LAE AN A 22 A s s Y. #
IR AN EF(lysine oxidase, LOX)i#E— P m 7K
JE R o T etk $Em T SUEIR N F 2
PEAE. BN R 231 AN A C o il i LOXZE BT
2 ol TP el R o B R S 2y N O VAL
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SR R B LOX B 2 R B8 (1181 Ja M LSS Bk
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2 PrhyEsem S B B iR & RO 22 NI
2.1 RSP E R E B IR A Fa 1T A
2.1.1 gmpa st AR R ORIE Y 9B 2 I A B

FEREIE B R RS R, FE 5 2% i il i
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TEFAN . B IR R, T T i A I e R 1
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AL FIECM [A) 15 = 4 24 ) 3 g &, FFIURIE
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YRR, IR T R AR TR, R Al
HAF 5L 52 AR U B I i, R ECM S 5
20 P AME 5 IR T I (extracellular - signal-regulated
kinase, ERI)IH S 1130, (45 8 40 jo e 14 48
IS 0 F) A 3 52 i R 4 R T8 R o <6 s o
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2.2.2 I ta R oh AR IR 45 A 9 AR K Ak A Y m Bl
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