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Tet-On FEHL > A7 A&y, MENEFFRIIZ dominant-negative (dn) AMPK 721
constitutively-active (ca) AMPK # % B C&X 5 N 7 vV AV =z = v /7 v U X
(TEK-rtTA/TRE-dnAMPK £ J. O TEK-rtTA/TRE-caAMPK) Z B3¢ L 7=, K& A 27 U
> (DOX) 5T HBOBAR T % M8 N FF R IIC R BLFE T %5, DOCA &HEAE LT
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Z DX D NN 72 AMPK OERIXMEIC TR L2V Z ERH ST R o 72,

MR OB (3E30) -

We succeeded in creating vascular-endothelium-specific dominant-negative (dn) and
constitutively-active (ca) AMPK transgenic mice using Tet-On expression system.

In DOX-treated DOCA-salt TEK-rtTA/TRE-caAMPK mice, endothelium-dependent
vasodilatation was significantly ameliorated compared to control DOCA-salt mice.
L-NMMA pretreatment to inhibit eNOS completely canceled such ameliorating effect.
Endothelium-dependent vasodilatation was significantly attenuated in DOX-treated
DOCA-salt TEK-rtTA/TRE-dnAMPK mice than in control mice. The blood pressure
levels of three types DOCA-salt mice (Wt, caAMPK, dnAMPK) were not different,
suggesting that such endothelial-protective effect of AMPK was BP-independent.
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