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C-reactive protein inhibits expression of N-cadherin and ZEB-1 in
murine colon adenocarcinoma
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C-reactive protein inhibits expression of
N-cadherin and ZEB-1 in murine colon adenocarcinoma
(= 7 2 KR53 1T 5 N-cadherinds & ONZEB-112 %3 5 CRP O h 5-)
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wm L4 - Creactive protein inhibits expression of N-cadherin and ZEB-1 in murine colon

adenocarcinoma

(C-reactive protein % %5-1Z & % N-cadherin 3 XN ZEB-1 FELOHIZH )
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