BxXc—19

FIZHREHEEX (RENREHE) HRARBEE
Rk 244F 6 14 ABUE

HEES : 84305
HEFER - ABHE (0)
FFZHARS - 2009~2011
SREES : 21590918
MZEEEL (FIX) AARYvI S RFO—LEBREDLME) RVIZHTHAEEME VEGF
oV NOL
The role of soluble VEGF receptor in cardiovascular risk of
metabolic syndrome and smoking
M FRE FIH B=E (Hiromichi Wada)
MITBUE NEILFREEE (RBEEE I —BRAEE 2 —) -
ERERMRDT - HEER (ZinEEBMER)
HEEES : 20416209

MERES (FEX)

FFZERR R OMEEL (Fn0) « ARG 2> O EVIRRE(L S IAE T 288713, RIATH D, Foxid, MENKL
HAGHIA - A (VEGF-A) O NIKVERLE R 7T % Al ialE VEGF &1k 2 (sVEGFR-2) 231 > &
U UARPUEICHBI L TAZRY) v 7 v Ro—ABEME CARICEF LTV Z 2RI L
T7o F ARG OREBIINAE > T sVEGFR-2 L~V FHA 52 &6 B L7, sVGEGFR-2
XV o EH AR VEGE-C ONKRMERE PR T & 5, Fx1d VEGF-A XY ¢, VEGF-C
N e L BRI K VIR B L CW A Z A2 R L,

WFZER R OMEE (F30) : The mechanisms that lead from obesity to atherosclerotic disease
are not fully understood. Obesity involves angiogenesis in which vascular endothelial
growth factor-A (VEGF-A) plays a key role. Soluble VEGF receptor-2 (sVEGFR-2) acts as
an endogenous inhibitor of VEGF-A. We demonstrated that serum levels of sVEGFR-2
are increased in sera from subjects with metabolic syndrome in association with insulin
resistance. We also showed that the sVEGFR-2 level, as well as the body mass index,
significantly increases after successful smoking cessation. A recent study reported that
sVEGFR-2 also acts as an endogenous inhibitor of vascular endothelial growth factor-C
(VEGF-C). We found that VEGF-C, rather than VEGF-A, is closely related to
dyslipidemia and atherosclerosis.
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