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[0121]

[0122]

[0124]

[0125]

[0127]

[0128]
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B ogAAel A ALEE go] TARE AAA (a) B4, A% wE Awel wdo oA (b) ¥, ¥ EE
el A7 9 (o) 24, A% = Awe] AAS o
olst 1L A2 she] mr} Al &

= x5 A ARET a0 A 2 APdE B uy
AAHoR A 98 Ao wede] sk olF WAl % APelo] YL AL oh.

As 2 Y

1. demrdz 453 4 #4

RE duuuldE gFFE AollE Escherichia coli OP50(Brenner, 1974)©] %% Nematode Growth
Medium(NGM) E#o]EeA 20" C2 FAWAT. ¥ Aol N2(ek8d: WD), (Z22632(juSi274[dat-
Ip::GFP]) 1V), CZ13799(juls76[unc-25p::GFP] 11), CZ631(julsi4[ acr-2p::GFP] 1V), CL2166(dvIsi9[gst-
4p::GFP::NLS]) 111), SHX2157(zjuSi197[col-19p: :mitoGFP] 1) 2 SD1347(ccls4251[myo-3p ::mitoGFP + myo-
3p::GFP::LacZ:NLS] 1). &4F w5+ Addela Zgxyol wighae] Yishi Jin AAA, Zhejiang
University2] Suhong Xu A& = NIH Office of Research Infrastructure Programs(P40 0D010440)°A A}
< A Y3l CGColA A3 AT,

¥ 8N(1% NaOCl, 0.5M NaOH)& AF&ste] dalsh A-g5AE F9 A st A5 wYEe 7135 drt.
718k A HA oLl 9HA AATFS A7) d wiolE M9 kN (42mM NaoHPO,, 22mM KH,PO,, 8.5mM

NaCl 2 1mM MgSO el AEHEFS 20° ColA] whA) Fslalc),

2. JeEIrIAF9 HEoleE =&

7139 L1 AES S5FFE 3 H AFE o2 3 0P500] BEHE 44 K-81% (32mM KC1, 51mM NaCl, 1mM
CaCly, 1mM MgSO, ® 13puM FdA"H=)E 34 Fr). tlgoli=(Sigma-Aldrich, cat# 45462)& <3 K-uj =]l

A FEHlEln =& H 5% Bt 283 HFIPUH Y S1A). T 489 ZHo|Ed AW ¢ 5omlglel MES
Y thokslk oFo] tE]oli=(0, 100, 500, 1000ug/ml)S HZF ¥3 200uLE =EFAAT. AEL A9 73t &
oF 7} EEWA] 20° ColA] wlYE o).

9= U 6P FEH HAF WHFS AREste A4 FdEE #ARPo: =g mde AT
(722632(juSi274[dat-1p: :GFP]), GABAergic w#9| 749 CZ13799(juls76[unc-25p: :GFP]) 2 FHAA wd H
- C2631(julsl4/acr -2p::GFP]). L°Fatd, F7|8kel L1 AFS tgd &9 tEopm=ol =371 A wjA|
oA 72AZE Ft W M9 dFHo R T oW AHg & HFE 0P50 A= NGM EZHo|Ed &7 HEF3r).
3049 3 & 71zt &, 2 ZelA oF 10t AEE 10% otRA =k xshd dwg &kl Akt

3 EUEF dv A (Leica DM 2000) 22 #HZ3c}, Leica DFC 7000 GT ZHHlEhs AHE3ste] o|m| x| & AUt} (o]n|
A 3}t=E el =S 5ml levamisole(Sigma, cat# LI9756)°] EFE 10% of7t22 sj=o] A23h) . 34} o] 49

A AARA FHHES YehlE AFE 9 v Ao g ALY, Dopaminergic cephalic sensilla
e e g3 Y= AL HystE Aom AAHQYTE: FE(FAEST)A ugdE B

) 7 (FAE7] B AEA £4). 4 Zdd
AT 'l = £ BE 52 ‘

o
o
7] = AEA S A3 &4 GABAergic 2 cholinergic &

48A17F B¢ TEof=o 2 Agld L1 A9 AES 0P50 A= NGM Z#oER &7 Id dAE A 7kA o
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[0133]

[0134]

[0135]

[0136]

[0138]

[0139]

[0141]

[0142]
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ARl A ARk SA(0A1ZE; Lol 4841%F), 244)3F $-(L1ellA 72A17E) , Z12]ar 48413 $-(L1olA] 96

M EZA ROSE Cel IROX Z 2B <3| 74Tﬂ Ak, L4 @Al AFS t]Elol=el 24A7F B9 =EAI7|AL M9 &
Ao 964 LW ZeolER HAHTH(LT M9 HH 200

FAqo2 23 AHsY. 19 D} o] MEF& wido] Fist
uLel ~2007}2]e] A3). o] AFS 5 uM CellROX Deep Red =2 H A gol(Invitrogen, cat# C10422)3} g+
7 207 CollAl 30% FoF ujok3ict. Eé%f nfo] A2 ZYo]E FE7](Molecular Devices SpectraMax iD3)ES Al&

3t o3719] 9§ 630mmell A, W& A 670mmel A FF FEE SAAC. FF v ol AS 8] o A
%5 5mM levamisoleo] ¥3% 10% ol/t== =7} 3ty dAnd &go|=o #a3k th3 0P50 A= NGM =4
O|Eo A 30% FoF EH3t}. Leica DFC 7000 GT ZhvEtE AM&3te] &3 &7 (Leica DM 2000)9A] o]nx] &
dATt.

6. ANE gst-4p::dj®mulxZo] GFP §F A=

glutathione-S-transferase-4(gst-4)= ROSO| ol&] X2 < 917 wi&Fo CL2166(dvisi9/gst—4p: :GEP: :NLS])
3 7

FFE Agte] ek AEdsel UE vARA 9% FuE AT, 9% Fut F K ggez 244
Atk (1) BF 2= vlolazSdolE aldE gt U Be A% 192 A% A Wy 2 (2) 3%

Ands ARk 8 Sl g ol .

=3t W ol A9 L4 WAoA 24417 E9F UlElol= Hol® HMES N9 gEdoz T oW
M 969 £ ZHolER &AL 200 pLe] K-wiA|ellA ~200 *jw). 5%9 3% 73k 5, ¥F wheolA
ZZyolE %7 (BioTek Synergy H1)E Ag&3le] A% GFP ZALEE ol7]e] A9 485mmolA], W&o AS$

] % Ygol= A 2 AF ¢ = 2 2ddA <F 10vtEY] A5S 5mM levamisole
o] ¥X3t¥l 10% agarose W=7} X3tE dAwv| Sepol=o] FASlal epifluorescence @H 7 (Leica DM 2000) 2.
5 3]

- a5
2 AP, 7 AFe oldel AW U wg, B EL g OR PREAL. W& = (P 257}
AL g, B = A A W U BF, A% 2 meeld wmy ¥ AF, ¥e = 4% 2

7. NAC(N-acetylcysteine) & 343} X8

S-2l= NACE ARESE &bst Aelo] 9

3 =ylul AANTEY FES BRI, B7)8kE C222632(juSi274]dat-
Ip::GFP]) L1 A& u7d<t 0P50°] B3

oy
B b K-uiAlol A EnlE A, HEok=e R K-ufx]oll M Fh

HAa =3 Ao 58 Fob &3 X H ATy, NAC(Sigma-Aldrich, cat# A9165)%= A3k K-wjA| = ZF=H] g},
rEE A% 255 1000 pg/ml HE ol /HEE 1 mM NACE Ak vha 207 Colld 72417F &<t wjg3ct.
N9 grENoz T oH A T HEFS P50 A= NGM ZolEo] & H ). 3089 B 717 F 9ol A
Ag g2 ASe] #EEdY

8. MEZE=EoL Fe £4

F9E SHX2157(7juSi197[col=19p: ‘mitoGFP]) B AW 58 SD1347(ccls4251[myo=3p: ‘mitoGIP])el Y 714

MEZEoL 2EH AlSE AHESte] MEZELol YHE #E Y. hde], w718k L4 A2 2403 S

tFd Fel HE k=] i%ﬂoﬁﬂr N fEefer W Aﬂ g F AFE P50 A= NGM Z#|o|Eel] &8 &

?fﬂﬂr 30l 35 7zt % 1*1 oF 10vkele] A& M9 ehFofo] Ehd 100 opfRA S=E 29
=k

il

., 7
st @And Eetol=el FAea 63% AW 7 (Leica DM 2000)0i HEP}. 2= oMol AW g vhe
} 71%—8— MEZ=Lol dHjE Y= S HA5E wiziv: 'REA = vEIZELopt OF Rgow A
Hol gl= I, 'HHF = BE MES E]‘)Pﬂ Aol ol 79 T BHE FH, 'F1E = 'FEY!
I A\ o] 3 A . Nikon Eclipse Ti2 32 H A4S Algsle] ®3y] nEZ=go} o|uxE &3]
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o}

©

. %3 RT-PCR(qRT-PCR)

3}-9-22718 fF-AAZA glyceraldehyde 3-phosphate dehydrogenase(gpd-1/4)°l wisll 7373}sl= dynamin ¥
oA -1 (dynamin-related protein-1; drp-1)¢ A& mRNA & £5& AFstATE. Trizol (Ambion)S A}
&3 RNA 3% §, gDNA A7 7]E(Toyobo)7} Z%% ReverTra Ace gPCR RT Master MixE AME-3le] Z RNA
500ngell A cDNAE 3H4d8lt}. Bioneer exicycler 964 KOD SYBR gPCR Mix(Toyobo)® PCRE 3 Jtl. At
RNA ¥He =32 RQ(2-ddCt) #ho2 Alats ek, oRT-PCRO| AMEH&= Zelolm= & 10 ydso] gl

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

10. 2.10. RNA ZHA(RNAD) FF A= RNAiCl 93 Z=3vd Y 38 AFHT. F7
C722632( juSi274[dat-1Ip: :GFP]) L1 A%< TJE|ol= 2/ drp-1 RNAi wHelgjolrt B3 oA
FHEATh. RNAT 3 dhEE]ol= 50 pg/ml S E H 4mM IPTGZF E3HE LBelA] drp-1 RNAI SE2m=E
Egrehs HT115 dhelglols AA1A F0 gk, steglols Aisstar K-ujx|o] AFEGA T, wFd S 1
o 489 ZHolECA 1000 ng/ml TIE]el= H drp-1 RNAiD ¥rElgjol2 XHEgon T F3= 25 ng/ml
A 2 1 mM IPTG7 2329 933 K-wiA] 200 pLE A k. AZo] Ao @ wizbx] 20° CollA wj<st
= B mAE il wAFHJT. N9 gFHoeR F o A T HFS P50 A= NGM ZYolEe &8 B
Pk, 309 H 71z F el AHE g2 dFo] AFEAC

11. 2874 &4

e TS BUks] 918 N2 S-S AREShe] thrashing assayE TR T8 L1 ASe dEd e
HEohzel] mEA7]ar RA] wix|ol A 4841 Fot WFHT. N9 dF AR 23] AHFE F NTS FA} §le
NGM ZdlelER &7]aL 2 ple] M9 gFoe] Hojmgirt, 30%2] A& 717 F, 534 S ALt A%
o FAYE 71FAG. 2 s R Y Ads 908 V5HA

12. 712 £3 9-$(BSR) 4

w=uRl o= A ARS Frkebr] e N2 AdEE ARESte] BSR 2AE AT oA AT vhe} o]
HEok= A7 2 As CAFE P50 A= EE AEEA] B2 NN FHlolER &RFUT. 27] 579
Fwe TRE STE Aol 37k

13. B4 &4

SA ¥AL GraphPad Prism, M 9(USA)E AF&3le] =AU, ZE g p < 0.05¢ A4 FId2
2 AT

9

=kl
1. Hejoke x=&e dquustdzes Esu A7 S4L e

Ejopze] A454s
3

aatE 2] A Selt wA dEehzd] umrbaFe wy wE A Eshy
NAATE A 2

Z
o e A A opRElERY 72A3F wF F wubvl NAAE(juSi274[dat-1p: :GFP]) ol

x|

_13_



[0161]

[0162]

[0163]

[0165]

[0166]

[0167]

[0168]

[0169]

[0171]

[0172]
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Aol M T s tEel=(0, 100, 500 3 1000 ng/m)e] &35 FAHUTHLL) &7
A A8E SEiAE 75% HEokze] e AFAlE 800~1000M) HE= 600~750 ng/mle] tIE|ok=

Qe wel mel
=]

ol
L e, AEA UeY E

]
o= FMsh= Aol Fu. wEkA -2l 100~ IOOOug/ml(O 333~3.33mM) R 9o FEolA HEol=S HAES
712 ARAG. HEohe 17 AAF A2 ARt

A8 A B AAWMAS sHolsy
z

Q= 47he] CEP =5ty el BF 9EA0. Ueohs wEe % g wE AEY) E
= oAEAY ST 4% e TS FUSH WSS ZARGCE 1B). SelE HAY (P =9y U
g el meh Al b BFL etk WAE = V¥ EE B2 48 WE = /% 2 52 49,
A7 = AAEY) EE AEAL ST £2. Selt AFol BE oEd PAoR waud e wAe U
Ehol 100 ng/mie) HlEjoR=wE e el N4 WYL tehlE A& WAGTHCE 1B)

GABAergic X cholinergic €% W& WAL H7187] 98] 8= L1 9AEEH 7247 =2 £ GABAergic
A (juls76[unc-25p: :GFP]) %= cholinergic w9 (julsl4[acr-2p:: GFP])°l|A] GFPE

A7 ZE HA0 e AFe & REAY. sH3AE HHoks A&
& YEA tH(GABAergic WO A5 & 1C, FHAG 7w A5

Frdo] &% Frdel HlE tEokes 8 Al FEAe] © FHoksithes A4S Uit

tElol=o] AZ4s 4y A4S doy|e=A] AR5 HAES Y] Y3 tEel: AHH &
(& 28). 8= A5l OFF AAHAAR BE A7 2o AE st
th(= 2B % 20). AH 459 = BAITF mE:oA AYEA S Azl H] )
ol A AA7A). 1 & =y A 7243 grol AEo] ).

-
=
Iz
M
lo
rx 1L

891 CelIROX Aoke AMgatel dumelaZel RS 452 489
A Ao AE RS £EE Fos FAATE 2 By
Elohizo] 4717k wEH RoSTH 27 FEALT

ROS 5& #A 3= d AHeEs 3 =
A). $-2l& dEohs =
B). 100 ng/ml o] W& FEojA

ojojA] tJE]ol=o] qhsl AEH A WS fEshe=A] ot y] flE 4hst ~EH A whE frAel gst-49] T
S ZASIATE. gst—4+ & Q1AF E2 B A 2(Nrf2)9] Xf-5F FFA IR Abst 2Ed 2 wo] wWAYSF w1
28 2HEAQ SKN-19] F8 T 2EH xHolt}, gst-4E ROSOl o3 FE22 & e Aoz I#A Q7

S8 gst-4 A EEH FF(dvisi9[gst—dp: :GFP)E AH&3te] TlEjolz=o] =& 4H3l ~E
7Y, 8% AEE tEeES 100 pg/mlivtE @ &30z Azl HAFoA FHo=m Fv)
A9 4% = 30).

O

[>
)
=
= 0
=
K3
E)
o or
>
»
=
0,
=
=
o
o
ofje
ol
A
Ko
>
fiE
o)
v
> ol
=)
ot
)

oA ROS B gst—4 T3

el Abs} ~#€ﬂ’\’°’ e vEhig. £3, f?}*iﬂ BEA= HEobe=

N
)
K
o
iuf
o
> oo
m rlo
’E
0Q
~
2
lo,
i
rlo
off
b
9,
X
b
2
2
=
s
o
O{N'
1-r1 o

2 FEste] e}
shel g 217

3. tEoh=e MEZEYe} dA%tE FED.

sl 2B A7E nEZEgol ok DA dEEe] v A7 g2 V1= A

&

mim

21} S 3l LA At
o]d ATelA= tEok=o] AL BEAEA(EEY] 5FA 1) B FYAE-3-4 E5FAEAE AT
24 mEZE=gole] dFS mRve RS BT oy WAL nfEoR fE= MEZEgote] m4
T25 2AAY. 8E B9 (2/uSi197[col-19allon: ‘mitoGFP))AN A &3 Bl7} 29 mEZ=gol #FE
Agste] MEFZE ol S AFEYTt. %I MXAA WEZETols AEHS nEFZEgole] Y EHoR
EAET. ARt Ard wep vEZEgel Ahs FHEY, F3F e dAFe A /A @R R
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