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BEEAEYIH R Kv L ARO VARG S OCBXEREWEE 26T 2 HME A pernix
Hik Kv (KvAP) @ VSD & & U KvAP % i 9 % gating modifier toxin T&% % VSTx1 %
fEiT iz Wz, MFH I KREGEZHOCTHEE - BRL -,

2. A MAZH disulfide locking fi##fr
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VSD @ S1IZ2W Tk S4fll%[m\7z S32,L36, V39 B XU V42 D 4 FEDN 1 7 Friz,
S41ZDWTIE L121~1131 O Arg 2R\W72 9 RFEDNHN 1 7 Az Cys 2E AL, & 36
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2. VSTx1 I 12313 % DM I &)L VSD O disulfide locking f##r
V42C/1130C £ HEKIE, VSTx1

[ v42C/1130C mutant | [ v42¢/L121C mutant |

JERMEEB K OCHMEEOWT NIZE VSTx1 - + VSTxi — +
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