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KDEL #if& (A F " A ¥ = ), mitotracker
(FlLFar—7a—7), GM130 (7 7
—I Tz RV,
2) HMAEIZIEEMIRIZLE~TER A b
AT HRZMESHEE L T D1 ?
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DOEDMTINTH O, MRERICEBEICHEBRLT
WB.GIF i E -2 —a 5705 3 U8,
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acethyltransferase (ChAT) FLRMEDREF % Hi ChAT
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BAGBAEHERANS rERBRPIETE)
MRS
AR SOD] BATSw MBI 5B HHEBERICECZEG-—1—1
BHEME - HA6R v b & GI3A T v b O Lkt
WMZEBHE ER NZ REREHENER SRR
TR B RS S B A R

MREE WEKERMNRZS FALS TFITHS HA6R BLU GY3A 2R SODL 2BALEKKES v k
WHHEEEES -0 BEENA, E#Ho -0 OEEERRFLE. 12-13 BB 0OREMRER
SOD1#EAZy bEXMET v b OEE#MHEE I ZHERL L. BE 2AM%, HEHREOME = 2 —
OXV¥EREL/EZEDS, R SODI ATy b TEHEZ 12— 0> 30~40% R X4, GY3A RS
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HEZw MMT2.9 £ 3.2 %ITHNR 30%HIEET L
. GO3AE ATy hOEE) - 2 — 11 >4 {FE#(35.4
+10.8 2 BEXBE S v F(76.7 £7.3 WA
AWEREMRTL, €8O O8GEMkE
G93A BA T v hTXOHEFTH /-, JEREGH
OEH -2 -0 I3, WThoERBIIBWT
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