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Nanotherapeutic strategy for pancreatic cancer based on extracellular matrix

JIA Ming , LI Chun—hong
Department of Pharmaceutical Sciences,School of Pharmacy ,Southwest Medical University , Luzhou 646000, China

[Abstract] Objective To provide ideas and directions for the basic research on pancreatic cancer treatment
by elaborating on the current main strategy of constructing a nano—drug delivery system based on extracellular ma-
trix for the treatment of pancreatic cancer. Methods The relevant domestic and foreign journal articles were consult-
ed to sort out the research ideas and results and summarize the advantages and disadvantages. Results The pancre-
atic cancer treatment based on extracellular matrix can be used as an effective therapeutic strategy in addition to di-
rectly targeting cancer cells. By regulating the remodeling of extracellular matrix components to increase drug pene-
tration, and disrupting the microenvironment on which pancreatic cancer cells rely for survival, the synergistic na-
no—drug delivery system can show excellent drug penetration promotion and better therapeutic effect. Conclusion
Extracellular matrix components of pancreatic cancer are complex and diverse, and have close interactions with can-
cer cells and non—cancer cells. Ablation of extracellular matrix components promotes drug entry into the core of tu-
mor and enhances the therapeutic efficacy, but may also lead to further spread and metastasis of cancer. In addition,
the excessive accumulation of extracellular matrix components distorts the normal structure of pancreatic cancer tis-
sues, resulting in different characteristics from other solid tumors, namely, the compressed vascular system leads to
interstitial hypovascularity. Therefore, many aspects should be taken into consideration in the design of therapeutic
strategies in this area.
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HE R A A (0S) R4 154~ H 1, X Fp R
BN R A TG 2 EEREKRZ —,
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8 i Py S W RTIRAER 0385 PH B R . 45 & HAase Y
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RO B R T4 A, LAHS Bh 28 24 9 K B e LA A
132 1 R P9 LR A , 33 i 1o A6 P 24 P e A
O A FE T — 4 HAase i 3 pH SUSGE T2 4%
(MMfu) 5 5A A=Y AP R R BER AW (Dex ) 1%
22, WG ALIAXT HAase TH R 1Y [A] I 5288 T HAase 75
Jig A pH A5 H f g o7 PR A ™ HA 1) 6 8
1T ECM ANy , 45 IFP 555 iE %4k, BRI g
A HAase /EN HA R AE 80003 b B, e {2 it
25 INB B 5 TR RIS , X — S AR I R
EL 2845 3 T SE R N, B, 76X R R B AT T
{15 712k HAase FUZHK I 25 RGAE 55 258 HA 1
JRH L B SIS AR

3 KIEZEHA (collagen)

IR F1E N ECM i — 2y, MRS 5
TME F£F AT ECM Z5 k8 , 55 HA AH 0, o
JBE T A A et i = 1 2 R b B AR R 245 4 i
WA, L T R i i A0 LA T SR I R R A R L 2R A0
TN ECM HFESE HA BRI, K i e 4249k
A A Jie B 2 11 0 M R 3 I 25 sk k|, O HLIE D il
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