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TE W 5T UL A8 PR AL bk il 3 ) B B, B TR B R A 2
o PR HE 1 e R A2 AL b R 52 2% ) R0 LA AL T AN T R R
ARl N HE o 1 B T A B R TR 0 R 2 B8 I R 1 R R L
RS2 4y F AR H AT A LB AR R0 LA IR W 0E 2 A5
ZEMER G AR AN AN BE 58 A W E T L o) TR A A R B R
g e R o (e = s Rl 1 K GT- O A VI Bl
TR 2 A SRR I R, DU R 2 A R Kk AR T
T 1 L A0 A = AN W7 B8 AL A % 32 ML
1.1 BTEE

SRR N Wi N N D e i L Nt B O v
T R R R 8RR Ak 0 3 b0 i, W0 15 B W T T R A 3R 1Y
T, 3% 6 38 8 #E AR N 2 B RS 1) (stretch-activated, SA) B
TEE.BFEAFEE FESFHIFEREER S FEEM K @8
1, IX e SA BB IE MR S R UK Y Ca® B i R sk
36 R DL, HUAR ) AT B ma O UL 4T 22 Rl T e OE AN B, o
K'-ATP @18 MW K EREiE . Ccl@E. L & Ca®' @
A Na®™ /K™ 52 B & 02, 78 AL 0 300 WL 40 Bl B, X i
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ST B B RE b 40 Na T E (7O BF 002 B mRNA
95 1EF 1 I 5RO LAY b R B A i F O L R B SA
T8 T8 TE 40 A e g 38 B A s T A B BT ) — T
oy SA BB T4k TR L _(F M, ik d N Ca®' &
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A EEHMEAN SHREARN N EZYE. eSS 2
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0 (R WL ek R I S RE IR B ) 7E I B R VR I B0E i
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56 R UL AR 7 B0 JUL 40 A 5O JUL A0 B AR 98 1 b i 3 AT S 8K
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(R 2 ik v i o5 BT AR A 2 00 B9 IR B A L 1 1 AN 8 4T
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2.1.2 AR R EE W E B B K B B S 350 UL 4
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I % Tk 3 11 R RE R 2 5 MUK R 0 LA IR 5 I oK
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Cam KA FEGEARKEET ST AMABMAEKE T
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P, LA TE Ang 11 5244 3 HU50 77 78 T X AL 2 B S 82 1) 2R
AT,
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