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therapentic drugs for treating the disease by using imatinib.
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INTRODUCTION

Polinoniary eg-oochsive Gisease (PUOD) is & rae and devastaiag cavee of
pulmonary hypertension (P55, PVOD prefeeatilly ifects the postcapilay fud oy
incude significant polmonary capillary dilstation and itease prolfertion which is
characterisedcharsctristicallybyprimarily-_isvolveuneat insolvesof the pulmonary

venous system'2. PVOD results in a progressive increase i pulmonary vascular
N .

sesistance, culminating in

PVOD & characterized by a poor progaosis aad-wilh the possibility of developing
T e TP AEER| For clizible poficnts
Liung transplantation s the destnation. preferred therapy.- for-cligible patiens®. PVOD
remains a—poorly understood—estity, thus, identification of the critcal
pathophysiological mechanisms mediating the pulmonary venous remodeling is vital
toimportant for inhibiting and sevesse-teversing PVOD. Dysfunction of pulmonary

T biays & central ole i e it and progression GfFVOD.
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‘cancer calle EMT epithelial-mesenchyml transition capacity of fung cancer cells
L addition. Further, Re3 treatment induced apoptosis in breast cancer cells apoptesis

destabilizing mutant p33 [28]. Maresver. Re3 has 2150 been reported fo aftenuate the -+

‘phosphorylation cascade of VEGF dependent p3S/ERK signaling and ishibit VEGE-

dependent tumor angiogenesis

o

inhibit Doxorubicin-induced protective autophagy in hepatocellular carcinoma
(HCC), which sensitizes HCC to doxorubicin [3

that Re3 combinedin combination with gemeitabine significantly improved survival

s qualty of e o tmor beaving mice (31 These sudies cesy soggest

Rg3 could be 2 potential therapeutic ageat for different kinds of fumors.

il i it sy, we doonsraed Sk i St of R ibied o
viabilty of breast cancer cells sibilis-in vitro and i vivo_and the asocisted

‘mechanism. I el found that appl Re3 coud inhibit breast
cancer cells,_and reduwe BOSC maintenance, swhichwasmainly through the
dowasogulatiog—downresvlation of MYC mRNA. Mechanistcally, Rgd could
destabilize MYC by enhancing the espression of the let] family. These results
suggestad-sggest the-that Re3 can be potentially wilizationof Redused in breast

cancer treatment by targeting BCSCs.
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