= —DITEAN

RENIIBIZARICES T DANDZHILA ML RIGE L
HREtROUESTU>D

HE  FURARY EeHmRIEBFRATR T Y —BE L&A

B EESERATEE 1 F SRt Y— = —F
HiF:6 B 138 (B) # 5~6F B EXARR ELF#ERE (K 1117)

RSN N U O X 53 F Fibulin-4 (&, X
BAROMEEE(CS < FKRLTHO, Wit CIRL  SMKO  aremr
PRI ICE<BEASUET, EESDH
RE(F. YOXOMEFBHHMRICHST
% Fibulin-4 DRIEH LT RENINEZ S|
SRCcICEEBHELUELET, .
TREER T (IBIAREEDAEE., S#IMEHRIEDER
B L= F AT RO
FILABAICIEENN U CTWLWBEZIRE
LTWET?, RIETE. fRESIRFAR
X FD Slingshot-Cofilin DiEMH L E X IZI; i ABIRE (SMKO)&E ARB Losartan
ZHIILR ML REEETF Egrl, TSPI D (LSRT) (LR SXBIIRBOMH.
BETTEN REBIIER ANV ICEERMBETERIMEEHRELE LI,
AKC=ZF—TE. YOXKREBIWBET)LZRAVWCERICKDTESNZ. X
ENARFEEDRZEL - ERICEAS I DHAEBIC DWW TORRZ BT UET .

SEA ¢

1) Huang et al. Fibulin-4 deficiency results in ascending aortic aneurysms: a potential link between
abnormal smooth muscle cell phenotype and aneurysm progression. Circ. Res., 106(3):
583-592, 2010.

2) Huang and Yamashiro et al. Angiotensin-converting enzyme-induced activation of local
angiotensin signaling is required for ascending aortic aneurysms in fibulin-4 deficient mice. Sci.
Transl. Med. 5(183): 183ra58, 2013.

3) Yamashiro et al. Abnormal mechanosensing and cofilin activation promotes the progression of
ascending aortic aneurysm in mice. Sci. Signal., 8(399): ral05, 2015.




