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Acute Myocardial Infarction
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Long-term safety and prognostic impact of mesenchymal stem cells transplantation in patients with
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Cone - beam Computed Tomography Enables Safe and Effective Balloon Pulmonary Angioplasty in
Chronic Thromboembolic Pulmonary Hypertension Patients.
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Implication of TGF- B8 signaling in tumor angiogenesis and lymphangiogenesis
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DPP4 inhibition ameliorates pressure-overload-induced heart failure by reversal of mitochondrial damage.
B BE. KRR R"F. XF B, )I#E B ER 288
EHERFERBNR

BB EZE RS ULl HFASR FORER
FEED B8 - FHEX2 BRERXB. €A B
'ENERARRIIE Y —RATRIRAEYFEL. P RRKFD FEYEMRAN D FRETEENE D T

fE3 M E R KD in vivo sSRNA BAEDHEIL

BH . BILGEAT EREN T KBTI A RB . KB AIEF 23 @#E ®RFA
RS 5’

EBERFRZRAMF, 2 LB E KA REAN I O RRESBENEEDFHE.
B R K B2 SR ORI R

HE ik



