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2 e AdEAE fEE qEavidE serd 2 I Azl dd Aotk

9714 (Parkinson's disease)< 1871139 James Parkinsono|Z}= oJAlel 9old] A <37 AWo=z | Fi
4 BRo| &A= =9vl A7 (Dopaminergic neuron)?] AA2 s W, ME, A7, BRyFLRS £33
58 T AW, &5, WHE 2T Al FAAS Hole tixAR] HAA A Aol #IEH
o] Wysty 542 Lewy bodyQ]- Lewy neurites @l a-synuclein A7} AAo| FHE o] NAAE AE
S dodl= Aow 4HA drt. AA X 2 ST 15% WFo] DJ-1, SNCA, PARKINT #e mxl<=w-A¥
AR EAMolZ Qg 7°T 4—. fQloz Aoy, Y T2 FHFEH 93 FHH gdoz
Agt, &S Fiske 344 820 v 9A, 5%, 59 Tol o, 53] F] Al =&
H71EH S Fdsts 7238 a9lot

Paraquat (1,1'-Dimethyl-4,4'-bipyridinium dichloride)& #F71<&HS st I8zl MPP' (1-methyl-4-
phenylpyridinium ion)®} 3}8F F+z7} H|=dittar 4w A ZxA o)tl. Paraquate H]|EFE =g oo Axe] Ak
3-89 BdS §uste] A (Reactive oxygen species; ROS)E AAdt}. ol& A Paraquatol 2|3 F
=¥ %”*}’\i ARHLA complex [& E£4AI71L HEZEoLS] 75& oAete] Ax 37l A4S 713
o}, HE3F Paraquat®] HAF WA =& ASHE 28] o) UMt olgfd AFEd R Qs oiF
o] i FTtA e FA8AL oy ol H e w=E xFE 1009 w7t A= Paraquats ARESEAL k. &
3+ Dichlorodiphenyltrichloroethane (DDT)+= Paraquat®} wl37lA|2 H1& o] fabs Ags] S7kA 7]+ A
o2 <#A Organochloride AGe] AZAloltt. 1< 32} AFS ¥ 2 A DDTY trAMabEo] &HelE ]
w, DDT+= ¥hk717F Aol 301dol”] wiel gk DDTO 22 IS 22 Az 449

ATt

Aol AHEE soke] Fo fFEAER tHelx=(dithianon) (5,10-dioxo-5, 10-dihydronaphthol2,3-
[1,4]dithiin) quinone Al&<] HAFA=ZHN, N, A¥, FEF, TEAA SAs= 4% FFo|HES #d
3171 Y& QoA FHYSA AFEETE. o]d ATt wEW, o= S, cerevisiae (ER)Q] AEL 7+
AA 73 A BABS stk AT, Mitochondrial Membrane Potential (MMP)E ZFAA|7]aL A=F
necrotic cell death& F=3t}. FESF TEo}=2 bumblebeeol Al glycerol-3-phosphate dehydrogenase
(mGPDH) ®} succinate dehydrogenase (SDH)E <Algttt. ©hA| &all Electron Transport Chain (ETC) complex
IT A=A 283k},

& e
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nEZegols YRR AL LAY =2 ATP F¥A3 apoptosis T B AlE 7]
gk A A mEZ=gol= Al ke A4S st fAsh AAC g gAEES i
g A4S o, mebAd, vEZE=gol= fissiondt fusion Atole] ¥ HS FE vIEZ=ol ok FHE
mitochondrial dynamics ¥/34& 5%3t}. A% mitochondrial dynamicse AFSAE @~ >
Ezd o8 A d@o] AAA ==, olfd E4FES &, WY H3, dxb 2, g AFEA
e Aol Jgk m Ak, Aohrl, 847 2002 Q13 }=3 mitochondrial dynamicse] B2 W
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=g o} fission® T8 FZA}Q] outer membrane dynamin-related protein 1 (Drpl)-dependent fission® =
IS st @344 AMe S7A713 Al 58S 23,

N

Q

%

o

i

Caenorhabditis elegans (¥XHvpAF ) WSS, AAMES, FH3 A+
1960\t Sydney Brennerol] 93] =dl FE2Z =H o|F dul A= gt

o, dEmupdFe] AR g wkgle] AEEACA IS tiF 3007E AAe=dl, W f
larval stage®® F-3tatal @9]E S vl WO FFAVILL - LHE AX AR e}, denepds
ANAQA Fz7F 2% 98Ad dew, =3 (Dopamine), 7HF(gamma-Aminobutyric acid; GABA), AZEW
(Serotonin), =FElo]E (Glutamate), oFE@F & (Acetylcholine) & <17HS E38H3E Wo Fox HEFH 4

o
Adgede AHET. B dtarpdEse wol Ty i, 8 dds ol gste] 54 AAA

A Fo TE Hd=
ol A] 3

(<0
rir

ox

=) = o}
Blds AR A7te @ 5 e ol Qo] AE FEdA BEey] At weld, qRmetdEe 87446
B0 o3 AAEARNE dhs bl ofF T APRdolgia I F o
REWLE ¥ A e mapwle] A4R Qe AV AAERBYE Ao AFAE W AAEYAE
frdste] mEZEeol dHsE frdtal Adxoe A4 HAS zdshkes ez g8 stk ke e
B3k 2 QA ¥ ARS Fusts AN SetaRAdelE Bren e wd, dAA SolA Fusle
Al AREE I Sltk. 53] |labe, frob E= okl A% mEHE w5l A dRiewel v FHofsit. &8
T in vivool A Fofel WA Ql wmE I siRlEy Wy Atolo] ojmg Aol SlEAE 2 deAA okt w
A, 2 ATl dunebd S-S o] gste] FoFe] Fo fFaAE UHow=d W oR A7 wEegle
o, ARz oW FFS vALA Avnn wd AF-vi) BE, A2Eds B, vEZEel A
st B2 B e AR AU B ATE B BAFAEAA Foro] AsprEds g
S fEsty mEZ=Er dHss F7MIA m=al AAEAS fiEste S gAsiglen, od Ads
EZ skl o e AdASAe] e fi 1% el fARS Aldataat @t
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12, YEole &% oA o® =iy 7wl &40 5 /M7 2345 vEd Eolvh: A A% HA
o] MEg=; B 9% dde fEote =& A &4" =99 A M E([dat-1p::gfple] dEA] o] u]X] (=AY
sfaE 057 HE B93-S, Uk MR AAAEA e 2d8¥S veidt: 3 2] = 10um);
Be] &% ¥ =l il WA MESES JYERITHE AE A7|e o] ZAIEIL, dHolEs Hit
o7 FANAET. EA: Fisherd A& HAA; #p<0.05, ##p<0.01, #**#xp<0.001); C¢ DE UEol= w3 Azt 7+
Zhapel FHUAA ANAAMES] 4 YERATHE AE A71E 9 fel EAIEIL, dlolHE Wit £ SEMOE %
AlElt}, B A Fisherd A3 #HAA,; FL31A &S(n.s.))
% 2%, tJElo}=o] thrashing® BSR(basal slowing response)el] H|X&= d3S AF3E Ayjolt): Ax ~A#A
g5 e, 29 32 302 O B HE Sl E Ao] gt B tEokme] k=EFH ¢ 2~
A FE UEltH(E A2 37 Yool FAEL, dHolHe He + SEMeZ FAHET. EA: 1-way ANOVA;
#p<0.05, ##p<0.01, #*#%p<0.0001); Ci= BSRe] 7N&F=. BSR 48217t &<t UEjol=e] &% § Hol7l UA

U Hel7b gl AdHAA 20% 5t 5 FRE 355 Ao HUisth; DE YEolEY k=EFH ol$ BSRS U
btk (Hol B Hit + SEMO R FAHETE. B4 t-HAE; 231X &8 (n.s.), #*xxp <0.0001)

ﬂll

T 32, UEol=o]l EAAAE B gst-4 BH FFo] mAE JFE AT Aigoln: Ax AF HA9
MFE; B 9% g dE w59 yEoh=o duanAdFs =EA0 F FAMLF PSS BT
EARL oA (F3 = = 20um); Bo LEFH Y Ze wlo|AREYCIE HYr|E o|&ete] FF FEE
ZAsE T (dolE = Hy £ SEMez EAE EA): 1-way ANOVA; =#xxp <0.0001); C¢ 9% 4 A3}
2E# 2 §h&[gst—4piigipls HolFE txA oA (F3 9 = 50um); €9 &% 1#=xes JF A%
2 SAsRu(dolHE #AFE + SEMeE FAET. EA: 1-way ANOVA; ##p<0.01, ###p<0.001 swxsp

<0.0001).

T 4%, TfEol=e] o mI A mEZEg ol WA fE A¥S vEd Tojth A Al 7 ¥ &
v mEZ=go} B#H3F dE[col-19p: imitogfplE HFE HE o|nA (52 Yo = 10um); BE FJ oA z+
nEZ=gol & /17 Hye WES(F AE A7E el FAIFH L, dHoHE HFo®E BAEY. FA:
Fishere] A& ZHA; ##p<0.01, ###p<0.001, s#=xp <0.0001); CE= TEol=o] mEZgo} TRty
Azl drp-19] Bd 3ol X IS A Axfolth: tEolmd w=FW drp-19 Hd FF(H
SEMe.2 EAET

S
*

% 5%, eokzd] o% wntny AFHA] At MAUE,

AdAs 2 49 O
1. Aol A8 Aok

tJElo}s=(dithianon), TRIzol Reagent (Ambion), ReverTra Ace qPCR RT Master Mix with gDNA Remover
(Toyobo), KOD SYBR qPCR Mix (Toyobo), CellROX Deep Red probe staining solution (Invitrogen).

2. Agol AHEE JEAFHAS strain

Ao ALE3F o ek straine O3 2ok N2 (wild type: WI), CZ22632 (juSi274[dat-1p::gfp:  unc-
54 3'UIR]) 1V), CZ13799 (juls76[unc=25p::GFP]), C7Z631 (julsl4[acr-2p::GFP]), CL2166 (dvIsi9[gst-
4dp::gfp::NLS]) 111), SHX2157 (zjuSi197[col-19p: :mitogfp] 1).
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3. AEHPES wE

Ao AL ofWanpA L A 0P50S seedingdt nematode growth medium (NGM: 3.0g/L NaCl, 2.5g/L
Peptone, 20.0g/Agar, 10mg/ml Cholesterol, 1M CaCl,, 1M MgSOs, IM KH.PO, pH6.0)o| A A #|7} &3] =

Al 20°Col A wiE AT, RE AFE dguuntdE AAS sodium hypochlorite solution (5% NaOCI, 5M
NaOH)S o]&3le] &2 w o M9 buffer (3g/L KH.PO,, 5.8g/L NaHPO..7H,0, 0.5g/L NaCl, 1g/L NH,C1)E 4%

o] A} washing 3o 20ColA] overnight (SF 20hr)C 2 ®lA3 Fof] F% 1% (first larval stage; L1)2& Al
715 g el A kit

4. 5% AAEA 2389

Foko] AAEAN ~238de =99l A7ZHES green fluorescent protein (GFP)2 2 X A3+ strain (CZ22632;
juSi274[dat-1p: :gfp)& ©]&3sle] QF Fitol X8 CEP =37l AAe &4 ARgE F74dste] o] FoH ), oF
1000m+2] Hx o] AAS sodium hypochlorite solution ©]-&38Fe] &S R o3 20Co|A overnight (2F 20hr)o
2 Rt @ LIdEr 89 BE ok Fo FaEAES 2417 0 (NSO 0.1%14 &3h), 500, 1000 n
g/mle] FEF 72hr F<F 20CA =ZFAIZITh. o|F AABMEE #AFE7] AsiA, s =Z TS N
buffer® 4% washing® & 10% agarose gel pad €oll M9 buffer 2 ple} A4 10vlg] AEY oAl ZES
S Fol AW Eotel=g Y ¥R Fdndom gt LEICA DM 2000 @A S o] &aL, ouAE
Leica DFC 7000 GTE A}&-3le] ATt.

©,

©

)
H rlm

Ak g Ee] sRE Al st = T AME FEE EdlZ ASth. tEjol=S oF 750
g/ml AEE skl qo] 750 pg/mlBTh £ F59 1000 pg/mlet F& %< 100, 500 pg/mloz A3

6. =39 (Dopamine) AASA H7}

C722632(juSi274[dat-1p::gfp]) strain®lA] GFP ¥F o2 FAH CEP =3 AAAMFEY &AS FFdu Ao
2 #BFsvk. ok 10007ty Ax9 AAE sodium hypochlorite solutions ©]€3dte] &8 X o131 20ToA
overnight (¢F 20hr)2. 2 ®j3ith, %2 L1AEZ7F 9 0 (K-mediumell A &3l), 100, 500, 1000 ug/m19] =

Hol=s 72hr & 20TolA m=FAIXT. o] F AAAEE #FsH7] A, skl =E3 A5 S M9 buffer
2 4% washing3 ¥ 10% agarose gel pad €oll M9 buffer 2 ule} A 10w}z % L:_«] Oﬂﬂﬁlu}ﬂzo =4
Tl AW Eo|=E Y3 FF Fetdn|dog BErt, Fe JA] &4 1dY2 oo Zo] Yo H

7}S 23830 t}. Blebbing; A=E7] Well Aolx= 3k 7] o]4F9] abnormal branching B+ puncta formations
Holx= ¥33¥, Rounding; AEAZF B} Eo] old Yol #agtE E9 Loss of dendrites; FA=7] Yol
Hox g 7l o]l AlAe] kA3 FHHE Hgolrt. o AFE e E?ﬂ S Hole MAY & 743}
o2 Akt AT

7. PTAE
(1) Thrashing assay

Thrashing assay< AANA AFe] 58S Friste] A2st Sl - e WHez N2 (M)S ARE-sho]
28-S Agstget. ok 1000y Axo] AAE sodium hypochlorite solutiong o]g3dte] &S FE o1 20T
A overnight (¢F 20hr)2 = w3ttt %<& LIAEIZF 9 0 (K-mediumell A &3l), 100, 500, 1000 pg/mle]
HElo}=2 K-mediumol Al 48hr &<t 20Tl w=FEAII}. M9 buffer® 4% washingd ¥ thrashing assay<
&gt mﬂﬂ%FLMMwﬂ—&iﬂ Lnt A EE &1 o RmmbdE 9o M9 buffers 2 pl Ho|ER
o 238 B AeY AZHE Fuk. MAG 30x 5] thrashing & A HT-S AL
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(2) =9l-o]& 35 A3 - Basal Slowing Response (BSR) assay

BSR assayv Hol& & TS AT & e APoZ N2 (WS AH83te] A8 FaPssirt. oF 10007k
Ax2] AAE sodium hypochlorite solutions ©]&3}e] &g o1 20Co|A overnight (F 20hr) o2 wj%
o). %2 LIAEYE Bd 0 (K-mediumoll A &3f), 100, 500, 1000 pg/mle] tJE]o}=<& K-mediumoll A 48hr &
QF 20TColl A =EFAIZItk. M9 buffer® 4% washing ¥ $ Hol7} = NGM HiA] & Hol7b gl= NGM WA=
7 20% 529 body bend TE FH3I Hgoz AXEATH

8. AB2EA: B 37

CellROX Deep Red probe staining solution & oxidative stress response reporter CL2166(dvIs19/gst-
dp::gfp])E AH&stel At EY 2] gk Wg 0w gst—4 FHAe] LS fFist=A sl oF 10007t
g Az AAZ sodium hypochlorite solution ©]&3e] &S F o3 20Co|A overnight (2F 20hr) o2
Fateh. w2 LIAEZE =W 0 (K—mediumoﬂH 8-3ll), 100, 500, 1000 pg/mle] TiEjel=2t, 0 (0.1% DMSOSI A
£3)S K-mediumol| A 48hr B¢t =FA)ZIth. M9 buffer® 4% washingdt & 10%<] agarose gel padE W&

M9 buffer 2 plE HolER oy 107he] A=o] dBmvpdss &9 Fo 719 &Sdtel=g Y I3 334
mgos wEdT. @32 LEICA DM 2000 #v|4E o]-&sto] #Estlen, oJwA|= Leica DFC 7000 GTE At

gote] Ak, FF e wog AFEHE FHF MVIE VIR 094 A A5E wiA Frksksic.

9. MEZ=g ol FH3 43

dumnlXdE  Aa  Fyo wERZE=golE GFP 3oz XAT  strain  SHX2158(zjuSi197[col-
19p: :mitogfp])S AH&3le wEZZgol AHslE  FAsur.  oF 1000vtE] HZe] AAE sodium
hypochlorite solutiong ©]&3&to] <& RO 20CoA overnight (&F 20hr)o 2 wjeksttlh. & L1AEZ}
ZH Hol7F 9lE NGM #iAE &7 48hr <l 48 F3=(L4) Al7]9] 0 (K—mediumoﬂ/ﬂ £3a)), 100, 500, 1000 u
g/mle] YElol=S K-mediumoll A 24hr <t 20ColA =FA|ZtE. Fofo] =F3 AEFS M9 bufferz® 49
washing@t & 10% agarose gel pad ¢l M9 buffer 2 ulet 34 10w} Xél?./] duaulXFES S Fo A
v Zetol=s du 3% FeAngow ok, &3-S LEICA DM 2000 dn| A< o] &ate] pEalglon, o
%= Leica DFC 7000 GT ZwlE}E AF&3sle] Ak, TS, mitochondrial fragmentation®] ¥HHF-2 T3
22 7oz Hriekgitk. "Tubular's WHIEZEZE=golEo] I&E REHH olofd e FEE Wiz 2ol
$SAth. "Fragmented"= WEZE=Eol7l B fission Ho] ¥8e] HFHE BTl "Intermediate' Tubular<}
Fragmented ¥ X d3Po] RF EAste A5 YebAY. Tubular, Intermediate, Fragmented O
mitochondrial fragmentationo] ZI&§¥l “Fejolm o] gL 7t7te] RHEPS Hole= /A F& FAHsI H
AE (%)= Fbate] ZAak30ct.

10. Quantitative RT-PCR (qRT-PCR)

At~ Ed s 9 fHAe) nEFE ol M3t #A fHxe] ddARS FRlskeivt. ¢oF 10007 FEo] A
AE sodium hypochlorite solution ©]-&3&}e] &S R O 31 overnight (2F 20hr)o 2 w3, & L1 E7}
M 0 (K-mediumoll A &3)), 500 pg/mle Y Elo}=& K-mediumolA] 48hr &<t =FA|7]aL M9 bufferZ 4¥
A% washing®t}. Total RNA: TRIzol Reagent (Ambion), chloroform, isopropanol, ZL2]il ethanol ©]-&3}
o] FZ319 3, RNAY £%¢ 5= nanodrop (Thermo Fisher)S E3] A3l sl9th. RNAE 7 X7 AZofA]
500ng?] FEE 4r3o] ReverTra Ace gPCR RT Master Mix with gDNA Remover kitZ o]83to] cDNAZ A3l
t}. gPT-PCRS KOD SYBR qPCR MixZE A}8&3}e] Bioneer exicycler 9694 Z3stct. A &r:= &3

Zt}. pre-denaturation ¥4 98E ol A 2% denaturation ¥} 98ColA 10%, annealing #3-& 60Tl A
10%, extension A 68E°ﬂ/‘1 3022 F3YPsF¥l. dynamin-related protein 1 (drp-1)3} superoxide

ddCt

dismutase 3 (sod-3)° tig 2zl RNAS] wH=Fe RQ (2 )@ro @ AFEIITh. PT-PCROA AMg-3F
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Primer= ¥ 1o A3t}

F 1
Gene Gene function Forward Primer(5°-3" Reverse Primer(3*-5")
gpd-1 Housekeeping gene | GGACCAATGAAGGGAATCCTC CATTGTCGTACCAAGAGACGAG
drp-1 Mitochondrial GAAAGAGCGCAGCTACAACC TCTTGTGGGGACGTCTTGCT
dynamics
regulator

S conditiond 2z =g oz 3 o)A HaAEF o ZF condition G total sample number:s 1
o FAsIUTE. EAZ 94 A LSGraphPade] Fisher’ s exact test, T-test HX l-way ANOVAZS

=L}
23 1. beele ExE A3 £49 A $F FE dEHez FAUG
FoEAe ope wAHoR QA wEBE A, AP ABL fEshe Aoz Leld dud, 5

oo

o
= hl — gl

A Fel manl AdE Qe EAss ISR Aol 9l
S FPamAr FA3 strain [dat-Ip:gfp]S AHE3sle] Eabdl A7 9 = 7
Wah=A] glekdth(E 1), = 1AM aokd Wt o] tEohms otampd el Aed & =
o

oo o e
I

rg oX
|
oX do

GEd, BE AHE sxdA 244549 £83< blebbing® roundings &<¢ls)

(& 1B). AA=AL AALA Aro wet Mild, Moderate, Severe® 7]+S A& Th. MildE Blebbing =&
Rounding®] ¥ ZE&3, Moderaterx blebbing®} rounding®] =¥ Holx THE Severer AlZo] £2x o]
G ddo] Holx ks ¥EYS udioi(= 1B). 3k o] AL ZHzte] ¥dE S YEHE AT FE F

A Y. dEol=S A3 duaridFaA =yl A4 &S e AS

Aok AAlE

E
o F7t FE 9

fit
r e
_\tﬁ FE
o
fit

o
2
£

Tk A4S Edth(= 1B). 100, 500, 1000 pg/ml FEelA REF Mildeh
NModerate FHFE Yehlle HFe] 5 FoFs AeshA] &2 0 ug/mlel vls) F7patdnt. AH7E, 500,
1000 pg/ml XA bl A4 EFw7E 7P Az BHPS loss of dendrited HERHE AFe] 5 &
g S7FSHTH(E 1B). 919 ARE mFol B o, dunmpdFaA HAFHEDY WA =FE FE
Ao mupvl AR £, 8 doprt A4 AEs FEI. vl AAGAEL g 5 AFAES] A5
o= TlEfoh=ell ofg AAERe] Ao vEhA sttt (= 1C, &= 1D). webA, tEok=e =anl AgAE
SolH]l A7 54 frddhs A ekt

23 2. dumriEEY £558% Eu-us) £49e telokze] s B,

HEH LS 257159 Folls FEsty ole AAAC 75 Aol k. & ATolAe T /A AlA-u)
g5 APS shivh. AAAZ, Thrashing assayw GWHAQl 217 715S AT 5 e 71240 il
T 2). AFo] Ao FolA =@ wZA mid-body bending?] W&SE WHHZ A& uppwA mEgs Exe
B%5& Hol d o]E thrashing $thal HAICH (= 24). o] BAMLE wofn e =S A e ATl
A7 71N E BrrE ¢ vk wEbA, = 2804 2.okst W o] UEol=S dRaubd Sl A

ojEAor ZHASTHE 2B). FHAR, Tinl AAe ALES SAHE
Response (BSR)S H33FATH(E= 2C). o|RAnpAZe Ho|7} s oA
%S HOTtl. o]= basal slowing response (BSR)o]&}al A A3hc}. Zawl Aol &A¢ AL, =Hol7l 9s
T Egsta AEHoF Holg e PFS HRlth. mEbA, ToFl 4l o] ] =
dEmulX 9] body bending 71 S71ste TAES Holw, Holrl §lE viX A9 body bending 49
vkl W, xfol7h Foj S dk. whebA, = 20olA Qokgk Wi o] tEol=s dambd el A e
%, BSR A¥E T3 =l 7] &40 3 AA=E BSRe 3l
gEoh=g Aget o ®ampdEo] BSRES 100 ng/mlolAE 0 ng/ml o1} 500, 1000 pg/mlolA
= BSRO] A% mddS EAt(E 2D). ¥ HAHYE w|Fo] F uj, tEol=e duupAFa 24 dE

=

thrashing assayS Z & th(x 2B). 2 A3}, tEoli=S X3k A ®anpsZ9 thrashing 5 EF &
S = Sl
=

[
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AstiEas MEZEgor st &y DR AAVE k. A ) A= DN AL pro-
oxidant/antioxidant 334 E7HE& Zyste] AS2EGAE FEsta ol =3 ABAES] 43 Ax
3t Al 3t RS Az e SIHAIH

AEE olojzlth, ER TYAARE A% AAT WHA £ WHAEY s
[

FHH2E TAL A

iy

=0 v

=
=
we] BRo] JEHOR BT WA

¢

of gt ~E#A w2 7% Fo] &3¢l skinhead-1/NF-E2-related factor (SKN-1/Nrf)& HApIA}Z 2H-8-3]
o] & Y& Eo]7} Glutathione S-transferase 4 (gst—4)9} 2L AEAEY A = FAAES TdAAZY. uwf

o] wk gEA R TSR (= 30).

23 4. dEohk=2 EVAZAA vEZEol AHIE FEIUT.

ol At wrE™ Paraquat, RotenoneEd X33 W Fofo o fmd I EHS vEF=gole] dHs)
2 3 mEZEgol Ao #ee] vk, wEbA, tEolme o8 FEE =99 AA5Y \AUSES
g7l fll = 4AClA g okgk Wt o] HEoles dEmnbdFel A2ld ¥ mitochondrial dynamicsE
g5t (= 4). Mitochondrial dynamicst o|22avldZe] HEdolr HHst Axel wat Tubular,
Intermediate, Fragmented®] Al 7}<] IS = F7Ieivh(E 4A4). 1 A, i3I oA THol=S A o
waabA ZL8 100, 500 pg/mlolAd 0 pg/ml Bt} Intermediate®t Fragmented E& o] F7lE (= 4B). A
Ao, 7HF =& FE< 1000 pg/mlolA Intermediate T HFE FAH Ao Intermediate X th £4F %3
¢l Fragmentedt™ FV|3HAl S7F6IATH(E 4B). DRP-12 Mitochondrial dynamics regulator@A, W]EF=g
of Ayl HFAo|rd. DRP-12 WwEZEgol gHe diste s8R nEZ=gols A7 9
g}, ol2lg DRP-12E 0] Sk =g mEZE=gor AWstE s, A= ISHS fddte o
F7b ek, olell, oA A mEFZE=gol Ayste] F71rF DRP-1 2] F7FR Qe vElhbeEA &1t
2F &Fiek. DRP-1 -7 3o WstE gRlslr] 98] vHokheg dEmubdZEed A3t & RT-PCR +
AH&sEe] drp-1 mRNA®) L FES S THE 40). 7 A¥, 500 pg/ml =2 TlEoR=S Hee o
AzolA drp-19] A%l S7FIATHE 40). 99 ZAE v Fo] & o, HHol=e drp-19] &
A HMEZEHr dAstE FEE 3ow FS5HT.

Al

=
Bl B8 AgHE ATAY F8 FRARY DElohze dmmntdFe] msdvl ARYS fusc
(£ 1. demmpagos w079 /%S oy A 1221¢ 248 nechanosensor ol & 5]
53 wolg Rt A% wpelath. WA tEjohze] wHHOR ALY oRurtAFe Wol§ F: AB
Aol g MY 2). Fobol oo Fud Eobul AFEd SohEl-ug) @B Ade wvpne] £A ol
s WY, A%, 44, naPlE £IF LBY IS el WSEH fAEE nad
Ful g%, 7hh A74d we) m=v A7l tejchizel ) HokSArh(E 1), B AT #AF waul 4
B A%, velE 37 s AEEY] WEA FFEL AT PHOR gt Fu EAse] Hof
APHon wEH] Arh. 2ol W, bk ARe AR Foph AR & gl X, oAl B B o
EAFER sk Ao maf mavl A o Be 9P F 5 9e AoR IS

& Aol = "HEolmel AR mEZEol AHstE FRdiths A BoFAv(E 4). A4 <t

EAskE vEZEoks tF-E AlZAC S48 A7]= 5-10 1 . A I =

Fegol= UF F53HA S ol dhskE Adshrldd= ofgwel vk, wEbA, olHd FAHE =55
ol I

A e MEZSorE wysa Fustho Basl

F

AdS Aagelgictt. 53] AAAEAA rEZE=Egole] 2EFN = nEEZE ol dHstE TUMAYa Ax, ¥
& 2e AFFEPE d3S fFrste Aoz dEA k. o) AFtd] mEW, woF & 34l Rotenone
< EFH AAHA wEIZE=Hel HHAEILE FLESFoH, 5 ¥ Zdvlel dASIA HaAde
parkinsonian 54-& ETE. weba, YEol=d 9 Fid WEZEEor dHste Eal AASAAS

iz 9low F2uh,
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e nEZc=gol AABIE nmitochondrial dynamics FE &Sl DRP-1¢] &3] XA w+=

DRP-1-2 o RmupdFol A &, &, A F2 EAstH I TN 53] W & 2l 1

o 2 ATolAE tEel=ol dfp—] mRNAQI s FVHAIYE AS BHAFEAY (E 4). oo A Fdst
o

Foke] o3 OEE]ﬂ U]E:”:E]O]' A= drp-1 AFxAE B dolue Ao®E FARA(E 4). AR
Foe o3 freE nMEFE=gol AR drp-19] AFFA Aol AFAAAE 1] A= dp-1E o
Als o, ME LEE]O]' izt AAR FAasEA QO glof gtrh. o] Aol WEW, Abge] IS
cell lineollA Drpl SAAE AH&3te] Drpls AAES W, RIEZ=glol dAstel &ditae] A4S A
Sl apoptosis® AAaAA HFTHoz Euvl AAS Eié}?ﬁ‘ﬂr. ol drp-19] gz doe] nEZ=go} 44

Al A
B fEa A8 NS, @ ATAe 4
tJEjob=2 ETC complex 1T oAlAE 2hgate] mEIZEol 2dF)E Fi
nEZC ol A4 olls EdstAe] IS FTUMAA AAANe &3S %
2E Y 2o thi+ ¥k 02 skinhead-1/NF-E2-related factor (SKN-1/Nrf) 73
QA=A 2Hgslo] o FA3E I gsr—49F B2 A AEd A dE FAAE dEA7E 98-S s
A & E gst—4= Glutathione (GSH)S Glutathione disulfide (GSSG)Co.2 vFFHA FHAZIFAES &
2 ute 9Eg k. B ATolA, HEolE gsr-49] HAS FFEHEE SUTHE 4). °]E FF
o] AFAEYAE fldthE AS HHHeR & F e, ASAEHAE dlE5r] HdH gst-49
S S7H7IE BoE Bt

g

Y

il o o W
- A s A - )

e AfAow AFAEAAE FRAAY Et AL nEIEell dHsE fuste] B4%A

o A FAT o 8 WAAEHAT UL AeE uelm AR AUEHE R Aoz
A7,

opstad, UEohse APHOR WHAEALE FUAAL Ex HPHOE drp-l A MESEor

go 2718 fEFozd AFAEAAE fues Ao FAWG. 9, deohzel o fEH LD o

E3ceol ARt AF Evhy A7 £42 FEsa, vobt E3byl vl A% FoIE fUH ACE W

Qlk. weA, of 4—2— )2 tEjohizol o8] FUE AFEHl RN F A Tl FATS

Aokst At goH(E 5
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T Dithianon treatment
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: : - g e 100
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\ © — 1 Mild *kE
- * E ] o
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S0
e e = =
é QD_pm dendrite ‘2’,’5 40
o 8o
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z
@ 24 kK
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2
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= 2]
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RV
A Epidermal mitochondria reporter: zjuSi197[col-19p::mitoGFP]
Tubular Intermediate Fragmented
B sk dekek dedekede C
100 4
>
£3 : :
22 80 .
S 2 3
@ 3
g § Il Fragmented g —I_
gg 60 [ Intermediate ;
532 [ Tubular z 27
s~ 204 2
[« 8 %
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