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HRARR = = — 1 L ORPIRZSE R IR ENC K V(BT 5 Z L VAV TE Y | (BIROBREE i) S 7 FRa]
FIERA FTREIC T DRSO — D L B X HILTND, B DIFEZE Y | DLV DL INVEY 2 ) ARGFHIIES
HED & HARa EAS R SRR ZSEIE R AT~ 5 Z LAV T & [1, 2],

AR RHRZSEE O TS T B AR O FHRAL & AEPEE OILIE : SICKBEO = RN X —2 5720, 2 har R
T RGN L COERRAET 5 2 L3k 2 ETAATIIE T LN > TS [3, 4], S k= FUT
(IHFAT L VAR LT VIR A HIBR L2 0 37507, A X 0 BRI OLE(L A K D, I = R
T o35k - G d JOYHET D SR L, AR ORI Sy TR R AR STV S 3, Ml - L RS OO T
OWRRBITHLANZ I F a3 RY T XA F 7 AP SV AT TH D, FHZ=a2—1 O L 9 7 EERRAE I
ZEINNIL L < BRI 2RISR T, 2 hay KU T XA T 2 7 A ZBIR I S 405 AN 5 Cre
VY,

AMP-activated kinase (AMPK) (3O~ A % —031-& L Ebil, TR —R8 T T < OGO
HizAT 9, ZDTT =7 Z—03FAII Ay RU T OHE B A — 7 7 DR OEE ) VS EN TR,
2RV RUTHRAF AL AOFENCEE254E 25 [5], AMPK [Z=3/LX—438FCAMP ©O7 227 v
7 FEE IR b Hfth, v T s CaMKK2 12 LD EEEY Ut as2i) 5 2 L bRrSiveng [6], AMPK 1%
T IV NA RTINS DEFMEDSE LT- = 22— 1 ACBOCRRENEME L, X b3y RY 7 OBRERSD Y
H—&72% 2 EREOEOFFETH LN SN TV [7], UL, BEMO= 2 — 2B AIEIIIRHO 53 %
VY,

ARFZE Tl MRS ENARAR BHRISE R RICRIT 5 2 b2 R TEHREOHIERE A ST 5 2 2 RAFR LT,
ZORER, MRHEEN) CaMKK2-AMPK #HEOIEMAL A U CTHRIRIGEARICNER I h 2 B 7 SEE B Al
THZENRHLMNIR -T2 [8],
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1. R —==—n OREER LI UEETEA

1% 0 HO~ D AMERZEE L, fif##E% poly-D-lysine 24347 L7- 13— A FICHEREL T 2% B-27/Neurobasal
THAE LT, 38 HRICY AR T =7 v a AT I AI REEAL, AraC ZfHINL Thx 24Nz, 63F 5 HIH
TR AT o T,

2. A THERLA A—VREHT

I bz R 7ENEEL, pCAG-EGFP 5 X1 pAAV-CAG-mitoDsRed # A L7-==—n %, BiEHERA =
VT 4 A I SEEREE CV1000 & VT 3 B 20 ofiiEiz L=, AMPK FRET (3 AMPKAR-EV BJ O
JRGECOla ZEALTc=a—n &2 fWTH U oA BB afEE IX83 T 5 FfHINE 5 /f#lfigtT L7-, TMRM 5 HH



X, mito-GFP ZEA L7~ =2 —1o % 20 nM TMRM T 1~2 B L7~ CV1000 2 VT 5 e
10 55T o7, TEMEEESERAIT. mito-SOX ZEA L7-=2—n % CV1000 THIZ L CEREHE L7,

3. FEFHOE L BTG

TENBRELE CEEFEA LML, % 5 BHE20% 10 B TR, 4%/ 37 VAT VT e R CREFEE
L. 2 KHOBBEEODO LT o —AH L, 200 pm OFFEIIA ZER LT, BB=a—m L 4% T FRLLT v
7 & FCEER. 0.25%TritonX-100/PBS TZEEL L7z, —RFUAE A TRUGH, AV o Al L——JifE
JSEFSEE FV1000 TEIZE LT,
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1. K= =—u o OEFBEAPRIEBIOMFIIBHRISE I F a2 FY 7 OHHERET S
W= —a L OPRIEBRIC LT DT 01— GCaMP6s A LTI A THIEEITH L. VT AR
AIOREE 3 H BIZIZARFADN AL, TTX & APV AR CHET A Z L 2R LT, 555 3 H B O TTX+HAPV 4L
Bl =a—n L XHBREORBIRISE N E 7 7BIEE T 2 L. 5 A BICIIUBIRF CHERIBESE L TRY
T I D & 2 AR BMR ISR R R CE 5 2 & &l LT (1, 2],
WITHRIEENC LD X har Y TEREBICE ) o 5728122 LT-, mito-DsRed iFak L7 h=a RU T Z[EE L
oo a—na U CREST S b S EN 2 P E U CRlRaBIE L7 HRZE I BV CHARIZERIE L Q0D Z 3o
[FFoiE AQR) : XHREE2.0 (1.2~2.9) pmvs WFEEE 25 (1.6~3.9) uml, EBICTATHETI har R TH
REAFRNT LI=L 25, X hay U T HENEEITHH SIVTW e, RO b AGREHYET S & s iy
%! (midzonefission) £V X N7 7 U—%iHET 5 L S5k (peripheral fission) 732 0 58 < #ifil LT
7eo X hay R TEEIIAERZUIR O > T- (K1), LLEOFERNG | AHRER) I ORRIRZSE T
k= BT O R S 5 2 L AVRIR STz,
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1. BFEBOIHNC LV BHIRIGE S F=av R T HEBIHESND
a) BEE 3~5 HIZ TTX & APV WU U716 = = —1 USRS E A k] <
(B) . I ha U RUITBERMETS (F)
b) TEEHNHIA{E TO=2—a UBHRIGEIZIT 5 I har R 7452, T meant
SEM (N=14 fif@) . *p=0.0491 for midzone fission, **p=0.0038 for peripheral
fission (WHANETE) o

2. AMPK i3#IGE CIR L LBMRZEE I b= RY TOLREFET S
MRIEEN AT L2 h a3y KU T HROREIAT-& LT AMPK (IZEH LT-, v=AZ 7y NCITT 5 &
AMPK (35D =2 —0 AT L, BHRZEEIGEIIC Y UMb TE L Qe Fhma—a a2 70y I VR



RER L THREEN A TS T2 & U UMbt L. TTX+APV B L7-BECIEAEILREES L W7o, £ 2Tk
D=2—r AR HBIT 5 AMPK a2 %7 2=y h® shRNA / v 7 X7 &4Tol2b 2AH, MRASEIRLE & [Fkk
(PRI R CIE L, X b=y FU T PAERICEREL T\, SHIZTA 7BIEE1TH> &, T b= R
TREIZAES DM S, RO R RS I ST, TS OB THIREEIRE CTR.S
NiebDL—EHLTERY, AMPK 2EENRAFAIR I h o R TEREREZ S LT D 2 LAVRIR S U7,

3. AMPK JEMEIIIEBhC K 5002w LBIRE & R U CIRErT 5

=a—r BT D AMPK &4 FRET 7'v—7 CRIZST 5 & | BRRZSE & laiRI 23U TR 7Z2ie & 03 5
ZEDDoT, FTTHRREENIAED L D ARA L RIRFBIEE LTz & 2 A, AMPK 1EMEOFES 3L 7 MR
B [FEHILTHY, TIX+APV T U MEEZFHES 5 & AMPK OIFMHEHIEA LT, Mill=a—m &7 L4
LUPREET D L RE 7RIV LPRA L T AMPK {EESIERT 5 Z L AMPK {EMEDREEENC K 5 211
T KRN UCHRENS 5 2 L AVRIE ST, AMPK (3 ATP f5780137>, LKB1 %7213 CaMKK2 [ Z[E# ) ik
BEND Z ENMBNTND, =a—u kBl 5 AMPK #EhE, LKB1 BHETIIZ A0 - 7225, CaMKK2 0
shRNA / v 7 &2 2 & 7= 33 E Iy L= 2 £ vn, CaMKRK2 (ZHlEl S D Z EAVvREnTz, U EOkE
BEY, =a—0 TR THEENS L 7 A-CaMKK #8271 L C AMPK O LA BRI 2 2 &8
B SN2 o 77,

4. AMPK i3 ==a2—n DI bay Y T7HRE I v 77 O—%8lET5
AMPK JFEDH B, X hay RYUTHRAFAZ AT 20 FOIEREZR 2L 24, I har R T4
5T MFF OV (b, V4 3 RERE 7-13 AMPK i&M L] AICAR QURCHidE L, TTX+APV AU £ 7-1%
AMPK [HEAPLPECHIf S v7e, 72X b7 7 il + ULKL O U Ut bR LTz, —J7 b= Y
T AARGHHEIR - PRKCb1 ORI LA 203> T2, RIZAMPK /v 7 X0 v L= a—u UEHRZSRIZEIT 5 2
N7 7 o—FERE LT, B o —a COBIRISEIZIX, A — b7 7 U~ — I —D p62 DEFEDRIEL, D
N Ay RYUTEIRAELTBY, —EDI 77 V=N RI > TWAHZ LR SN, —J7 AMPK K4 ==—
2T, p62 DEFPAEICHD L, X hay RYT~ORIELE LUK T LT (®2), UL EOFER) S AMPK
X3 by RU TR E 2Tk 2 b7 7 P—ZHI LT D 2 L B R Sz,

SCR AMPKa2 KD

Mito-DsRed/

2. AMPK KBIZELVEKRIL LI hay RUTTIEI N7 7 V=Ml Sihvd
MitoDsRed &3£2 AMPK shRNA F7-(3427 7 /L shRNA ZEA L7-#55
Za—n A 5 ABICHEEL, p62 HUACRIEREET T, SITREECITMIR
G har RUT (wEBU¥) 1ICp62 8L () 2328 < RETHDI12% L, AMPK
/w7 BT TEpe2 WY . WRAEBIAT D, A — 3= 1um,



5. AMPKIZX 53 har R 7H3L I M7 7 V—F2 bay RY 7HEEEICES TS

B&IZ, AMPK BE T CTHHE X 7 7 U—2flShi= by RU 7 OIRMEREZ 72, IEF 7B %2 b
OIEFEMED I b2y KU 7~——Th2 TMRM THEGRT 5 &, AR = 2 —a AT AMPK RiE==2—1 T
VTED 2N DR ERBEIN R o, & OIZEPARCHUL STV DRI Y S TEMZEE)S, AMPK RKiE==2—nm
TIFEERZ Blehote, W Fay R TIHEROFEREE & LT mitoSOX Yetaz47\V ), B miEREIHEY Cdb IR
PR ORAELBIEE Uz, BRI o —a U CIBIRZSE S F =2 KU 7~ b U 27 A2 mitoSOX D> 7 F /L3 EIE LT
WS, AMPK RIE= 2—1 o CIEZOEDKIETD LW e, ZRHDREN S, AMPK R FC b7 7 o—
ZH S by RY TIHER X0 IEEMRN 2 L AVRIB Sz,

5 =B

ALY | WE= o —1  OTFBMKAFRIZ2BMRISERRIZIN T, AMPK IZXL5 har RYUTHRAF AL
AHEEE S92 Z EAVRENTZ, AMPK [3RIRENC L 5 L w7 AN TR L% CaMKK2 12V Vg S
THEME L, MFF P ULKL 72 D7 = 7 =051 O U UEHMUIC L W 2 har RY THREIRTEI v 77 o—%
FHET D EPALNNI o Te, AMPKRIET TR bar RUT IEREL, R b7 7 U—Ic KA WEEEE =T
WZDITHERBIR T LTI 0 | BRRZSE R E e ATP FEAEREDNED L CUND 2 L DVRIB S U7z,

BN L1, AMPK iV T AMREEN S R L CEIROIRE SV TR Y, = 2—o U OfEEhRREIC X 0 &M
DWFREI S LD Z LAV ENT, I b2y RU T ORISR 1% ATP #7872, EIEENIEMEA F L ADHK
\Z L DAMERE AR < 726, FlME - TEEMRAEI DG U GRR 2R SN2 M BN H W . AMPK IEHEOEIHIE
X3 hay RUTRAL AL VA IRHBMIAH THDH EE 2 HND, AMPK TEIEOEIIHIEIOREM 75 T-HE
J U < O TS DI & OBYHRZ RIS 2 DIE, S %OFETH D,
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