Supplementary Figure 1

extracellular \_/,—Q\ ’Q"v"ﬁ\ A\v

393
394

N
@
L+ + + -+(
e
o
-
[ 1 )

S1Hs2H s3f S5 S6

intracellular

590
59 705

826
N

808



20

ey
o
|

relaxation (%)

80 —

100

Mesenteric artery

CHEEITe

\+ \i Y\%

—#&— NE (n=10)

—@— +L-NAME (n=7)
+catalase (n=8)

—w— +L-NAME+catalase (n=9)
+ L-NAME+70KCI (n=6)

1E-9 1E-8 1E-7 1E-6 1E-5 1E-4
[ACh]

N
o
|

relaxation (%)
|

(2]
o
|

80

Supplementary Figure 2

Aorta

!::\I!"\"‘¥;;

b~ T\T
\
AN

N

—=m— NE (n=8) T\

— @ +L-NAME (n=8) T\
+catalase (n=8)

—w— +L-NAME + catalase (n=8)

1E-9 1E-8 1E-7 1E-6 1E-5 1E-4

[ACh]



Supplementary Fig. 1. A cartoon representation shows the topology of a single rat Kv2.1 channel with all
15 cysteine residues labeled.

Supplementary Fig. 2. Roles of H,O, and nitric oxide (NO) in the acetylcholine-induced, endothelium-
dependent relaxation of mesenteric artery and aorta. H,O, plays a primary role in small mesenteric arteries
whereas NO plays a primary role in the aorta. Mesenteric arteries and aorta were precontracted with NE (10
puM). The contribution of H,O, and NO to ACh-induced endothelium-dependent relaxation was determined by
the inhibitory effect of catalase (500 U/mL, an enzyme which dismutates H,O, to form water and

oxygen) and Nw-nitro-L-arginine methyl ester (L-NAME, 100 uM; an inhibitor of nitric oxide synthase),
respectively. The contribution of endothelium-dependent hyperpolarization was determined by the inhibitory
effect of KCI (70 mM). Experiments were performed in the presence of indomethacin (10 uM).
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