R AR AR

—398—

CHINESE JOURNAL OF FOOD HYGIENE

2014 4E55 26 55 4 #i

A5 1 B AT 2 H AR D NI P i 158 8 (1) BfF 5 0 e

kAR i
(1. EHERAEZALET A 2K

R, H%8,FRE FR
100069 ; 2. At 3 7 & g B 48 % & &/ Jb 2 B
E¥FRFS, LA TEIFFLHHARAIAELLRE, LK

100013)

i =. [ & E SRR L&, F W IEAFL R (Caenorhabditis elegans , & #& C. elegans 2, 75 W 45 & ) V£ h — #F 4
RAMBEM ST A TARLREROFR T, AL ERZABRGFRIL,

KB FWEHEE; ALRERER,; FRkR
b B 4y 2 S .R155;R332 Xk tRERG A
DOI.10. 13590/j. cjth. 2014. 04. 024

X EHS :1004-8456(2014)04-0398-06

The review of human disease model studies using Caenorhabditis elegans
ZHANG Nan, LI Yu, GAO Ting, LI Guo-jun
(School of Public Health, Capital Medical University, Beijing 100069, China)

Abstract; With the rapid development of medical research, the Caenorhabditis elegans, a model organism, are

increasingly applied in the studies of human diseases. This paper reviews the research progress in this field.
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7 BB AT £k B ( Caenorhabditis elegans , [& fx C.
elegans B F5INZE ) 25 Fy ) o AE K I, 1R 32
e, IR PR 55 N 28 35 DR EL A vy [ D51, Ao )
TWEE AT R Zhe, HATH 2 T2 R 50072
R JEPERILA 2245 55 2 NZEBOm M BF e

1 C.elegans fEA NKEFRERNWRBERE

NP9 1 3h W) 455 Y (animal models of human
diseases ) 445 B2 22 0 5 o A A7 19 H A A 5 52 41
FHLN Bh S200 Xk G2 FORE G MR o NS Y
KA R R R A 2, AL IR R R B L AR i ) B
U MELL AT T AN A, HEERZEL T, A
RER A 5230 1 X 4, 5 A Bl 2 52 11t 2 40
N1 A g g B 26 2 iy B R I A AL R AT 0 9T
W 45 MR A DR B0

77 A T PR AT N SRR s R AL 4r S A R
£ 3 Y #5 Y ( spontaneous animal model) |7 & s ¥
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#7Y ( experimental animal model) | i < 95 Bl ) 4 45
7 ( negative animal model ) 1 4z #) BE 2% 3h #) #5 AU
( biomedical animal model) > A 2 ¥ %% h 9y 55
HAT AT DLk G JH AR SR A7 5256, 15 Ak | 4 2 T 52 A
0, PR R AR AR Y B B R AR 4 ) S R 2R
PR3 AT LG, T OB LA B, A BT A TE AR
PR B SE Lo F, TS5 sh ¥ 5 N2EAF
TERD @ 22 AR R AN e e 24 2= N, IF BN
e B 4R I T 528 sh W) 3R U, B AE ok, —
BB A | ST ) T S A A S B Bl ) TR A B
BN o A 2 4 HF 5 g R

1963 4, L [F it Brenner F IR X L T C. elegans
B HUR AT AR W) 2 R 2 A ) 2 AR (S AU 5y
Y. 2002 FEF1 2006 4=, L) C. elegans NI AILE 8 B &
F LA T T RS HL R AT RNA 4 HL
J7 T B R AR AG T i DR A B s B e e &
i TN, C. elegans B2 IR MBI T ##
LR EME DL Z T I ZR A B PR AL K
PR Ak B VP O TR AR SR

C. elegans JE AR 1T mm, BRPE, LI
FFE OPSO £ i, A fi Al 3 3 ds B A il 248 2 b
2 JmiE WAL R T HR HE RS R RS
PERR AN T8 s BAY 58 4 B9 K & A 5~ 4 1R A2 2
s AL F AR IE o 7 A SRS T MEME [ 1K C. elegans
UL E FRBAE, Pt B R, i R PR B R
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4R F A 5 R T — LR S 2 5 1 L 1998
FEANTE 5B C. elegans FEH ANy, HEH 5 A
LD B ) A K 409% 0,2 466 A NPT HE A o
4 533 5 C. elegans R, NKREHIMH 17 K55
el P A 12 ZAF7E TR P 28 ERTig, LU
C. elegans Jy BRI B 2 52 5 B 1 20 2 4 A0
AR ERTBZ—.

2 C.elegans FRBITEMHZ 3 42 % 22 77 TH B9 Bz FA F0
Rt

MEHERIA Y C. elegans 47 302 4> #f 2258, 56 it
JRZMM, i AT A (959) 1) 173, C. elegans [{#122
SEA LR T PR D BEENAR 58 3 o R IR S A TR l K
302 AMHZRTEIY N 118 FH2EAY ARG DI RERT 20 o BhE
M0 PRI 20 Rz sh#f 4200 3 Rl 2R, IE R Ay
5 000 b2 % fith (600 ASZE BRI i A 2 000 A 22 L
Wik o C. elegans 4075 Z i 28 i ) 4 22 346 Jo 4N 2 Tt
JEGR 2 L0 \S-E  J A IR L T IR R 22 K
S X BB 2R i ST A 22 0 R A5 B A AR A
RS S FL S W) HAT e FE AU . C. elegans HIR
ZRCE il N S i L s B A R ST
M2 2GR AL A R e R

2.1 B[R PR B

R SR % 16 BR 95 ( Alzheimer’s disease , AD) & —Fh
WP A 22 AR AT VR, R 2 A B B AR
S AN AN 52 A BRE T UE R AN D DN R D T A g2
EAE BE Y B4 2 UE By RE T K 2R 1 (amyloid
precursor protein, APP) 1 s 2L 47 7 W) B TERFEZ K
(B-amyloid peptide, AB1-42) , 1l 22 J5 £F 4k 41 25 1 52
St Tau 8 IR IBG 2 F 5 W R AL P 51

TE C. elegans W ST (1 56 BE PRI AU AT LR JLA
Link HJE7E C. elegans F 37 AB *ﬁﬁ!:” o R
FAE 1995 4R T i ABL-42 JER AL C1L2006,
X AR LR UL 40 B 4 S PR S BT une-54 45
AB FIAMH I C. elegans, CL2006 [ T A 4N
AB UURR Y Y BUAL , 3B A7 JEAT P R ) SR 2L, B O %
A EAER AD (BRI, FE G T AB AN EE I
FITURBLE (OB . 3 T3 BEAY, Butterfield 45
RIT AB ANMIFEVE S A i S A R A 5GP A
PR T 8 X AB 4 i B MR B9 ] AE T, Boyd-
Kimball % % 3T 16 F %0 {6 5% 10 2 11 5, A\ 1T
HESE THE AB W A W Al 22 1R AT 1 s 28 10 ok R b A 2
HEAfmzS, £1 EHWCEANWET C
elegans FEN7 Y AR HE AL

F 1 C.elegans B AD %% B[R 455 AU
Table 1  Genetically modified models of AD in C. elegans

ES B B R Fik FH

CL2006 unc-54/AB1-42 R R N BTN AT BRI

CL2010 unc-54/ AB140 O INAE SN T 55 ik oy 2

C12109 unc-54/AB dimer e AEYINA SN T VE B3 RE B 1 I T

CL3115 unc-54/AB Met* Cys B INAE SN TEE B 2R IR R

CL4176 myo-3/AB1-42 53 B IL A 3R 35 PR R 95

CL2241 snb-1/AB142 S A 2 0 Rk W 1 iz )

C12355 snb-1/AB142 ik R ok APV S A B A 5 0 5-HT 75 B Uk

Kraemer %" £ C. elegans H 7. T 7€ 4 2 41 M0 45 M 2B YERON S AD 1 & B VA G, Rk

Sk aT R 38 N B 4 &R FTDP ( frontotemporal CLU W% 5 [H C. elegans W 75 4y 5 I % X FEZH AH
dementia with parkinsonism chromosome , %fi 3 I i 2 4587 2.65d, 45 tL{E M 17.8% ,¥E/8 CLU B A
FIE 4 BRAE ) 28728 Y (P3O1L 1 V337M) 1) TAU %4 Ak W A B AR

PRIRECTRY | % 0O A 2878 TAU st 3635 352 5 302 )
KU (UNC) 7 14 1 B, P H 7 1 (o g 3 7 3
ik V337M ZEARK ) TAU ¥4 3L [H C. elegans W , A E
AR IR REIE AR TAU B (R4 8 1 RNAI
HORFFLEE) 75 A4S 1T LG R 5 A5 Fe R A LA

42 46 F1 (clusterin, CLU ) I VZ A7 76 T AR £ Fh
Bl HAESMAN T RE, S H5EENBILT .
G REVE T | AN RS % 2 41 E 9 AR 2 A )
P CLU 1E 408 &b AT LA 3 40 B 1 E A 40 i %
W, A FEDTAH IR 0 BHT A T HL ] K F) 48 B pR 4
PEJT, AT A 3 i A 00 A mrse el cLu

2.2 WHAE AR

WA 4= 7% S5 ( Parkinson’s disease , PD ) 52 — Fij 22
R BUIRAR 2 Gt 2 U e i 22 D) e A2 100 BT 301 22 1 i
T REL Bl 1 67 2R 8 1 A8 PR e o HL 2 B Ry
fIE A F 5T SOIR A 22 [0 Jiie R 28 D0 el /0 R4 B N
S (Lewy body) I i B, C. elegans i 8 A~ Z L ik
e 45 JC, £ 5 W X CEPs ( cephalic cells) , — X
ADEs ( anteriordeirids ) F1 — X} PDEs ( posterior-
deirids) """, 7E C. elegans 1 B & Tl & T 1k 2%
2555 BT B 22 T 8 M 28 oo 40t 405 55 R R I ik [A]
BEARY 5 5 A PD AR G 5 A 20 DX 30 o7 1) B R
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PARKI ( a-synclein ), PARK2 ( PARKIN), PARKS
(UCHLI), PARK6 ( PINKI), PARK7 (DJI), PARKS
(DARDARIN/LRRK2) 1 PARK9(ATP13A2) 7EC. elegans
B F SR ST
2.2.1 Ak Ay

FLTE 1982 4F g A A 98 R U] 1-1P 420 01,2,
3, 6-)4 & Mt WE ( I-methyl-4-phenyl-1, 2, 3, 6-
tetrahydropyridine , MPTP ) /£ F F A\ 28 7] = A= &bl PD
AE AR (HEAT PR 2 B2 R BE AR 4 . MPTP 3E A {4 Py 38
a0 S5 e P 2 i S A4 i v PR SR A B AR T
AL A ROy 1-F B -4- 28 BRI 0E 25 (1-methyl-4-
pehnylpyridine, MPP " ) , X 1 Jij 58 i 2 [ i g #if 42 7T
TEREPEREIR NS5 PD &4 2155 PD AR A
M) . C. elegans H: 55T MPTP/MPP " 0] S H H
PGS S 2 DR RE M A TR R, AT
PD WG I7 25 2 2 Wk BT ARG ME 5, C. elegans
LA LR ARSI W] kst . BT MPTP 4079 PD 45
R CBH TR A4 i) MPTP b 28 55 7E 25 ) 1) i
AN PD BOmHLE B BEIT o
2.2.2 HEHLNEER

a-synuclein J&—F (7 TR I BTR WS AU 1, 2
1858 1 P R R W 4 AR YRR AR R TR A ——
SR EE Y . a-synuclein 3P 5675 5 % 0 £
HOAE T S B A AR . K BF R 7R a-synuclein
ZHTME T ZETE, A a-synuclein F [
WRIKBEBSIE C. elegans Z UL JE RE 1 £2 0 CEPs |
ADEs fil PDEs [ 35 7b , a-synuclein & A8 £ A 1 F% £k
K C. elegans 2 C R & RV WAL, Y45 TAYZ
EIZ)S , C. elegans [K 2 UL i & 2 9 /b 5| 2 1 36 & B
it R AUAS ] B 28, fE X — A | a-synuclein
H W IR AL LB & C. elegans W& b 8L (9 d LL
JG) P X a-synuclein 28745 3 [ 1 5 % 1A bk R AT
TS 3 T 45 R R W], A B AL R R ER 2 5
a-synuclein 5| 9 # Z0B A PR AR R

LRRK2 & DA /2 WA 4 #% 0w H 2 1Y & B
LRRK2 KA gt (1) 35 111 2 A H ( BB A GTP g i
WIFAMERZREA N ZEAGSE SRR ER
fIF o LRRK2 N8 S HAT B 09 4 52 1
G2385R I RI1628P J& — A7 W N\ B A 4% S v 067 5
AT R G2385R (19745 S (7] v [ A G X4
DU NBERC R R PD i % VAR DG, W B4 i PD Y &
WKL . CHEN %5 g 5 1 % P fi fiE 4 2 0 %3k
NEFA Y LRRK2 S5 [ A1 P A 22 L i AR O Y 28 78
Kl RI1441C K1 G2019S, %% F K C. elegans A # 47
P 23R 1k 32 3 ) B8 BE AT R 22 e A 28 3 I i 2k
S5 22 U ey T A B SRR AR, X T AR IR 2 KR YT

% s WL g F 5 A B
2.3 e i dpf A Bl 45

FREAR A AT E B o B 2 N S BU 3L 3h W ph &
JTALIA 20 4™ 458 43, 51 & v X0 I 55 O
BEAIBEAET o C. elegans (1 fi% %0 N7 2 38 [ 1 N2 1Y
AH G 3E B =2 () EL A = B2 AR <F P AR AR AT 5] & A
ML A5 FIFE T, J7 3l — F B AH G I g, DT 3 W7 ARG
AR O X8 B R S O R AR P E
2.3.1  FEELNARAY

Jigi £ # 1 (neuroglobin , Ngb ) J& 3 i/t A B ) 4 45
BWEHBRBENR, RIETHERSE, HAAHA
HiIERT . R C. elegans ¥ Af 1Y il il 48 258 728 #k
Xf Ngb BAFFEUE] , Ngb GEIH BR ROS, HAEHIHLE A
TR A I ME S S s P PR RN T
2.3.2 LMK

XF C.elegans M5, REHRTEHEY, BIH
SR B 2 2% Wl BB % ZE R HLAR A IE R AR, 24
AEARR] 1% W), C. elegans FHLIA R A =T
WA IEH 1 50% M BLif C. elegans 13X REWS K &
MEMEN. MEWELE 0.25% ~ 1% Z [, C.
elegans 11K 480 N 25 30 [ WS , 7R L T RN T
HEARIRARZS o C. elegans 113X 1 N GE F1 v] ff
ST R v A A A X LA 5, AR R T 4k
AF 5 AR S84 40 170 SEL %

AN 28 £ ZAMRA T T W 5 0 AR IA
R T 5 WA S R K& % A (hypoxia-
inducible factor, hif-1) J& 3h 49 14 N K &0 36 7 14 8
1 T B 52 7o JIANG 25 F 584 C. elegans
oy hif-l LD IELEN Y hif1 W S0 17 B L hif-
1 DRE Gk 5 AL R 5 Al 23 C. elegans AN HA itk
ABIRE ST, HAR R IUAE 1 EOR B 1% % Fh 58
7 AT IR i O A8 2 B AR LY 10 A%

Scott % L EAR A B R B THE T8
RACE WL 50 Z5 1 T BEAT C. elegans 1) 58 748 A4 T
TE , S5 0PSB Bl SR B s 1 S AR A XS AR AR Y
B K HEAT BIFSE A I, 3 A A S S5 A6 BR T 3Rk N 2K )
TRAE 1R 5 3R/ I 1 R AR 52 K DAF-2, 52 HL i R 45
A B A P R R VK ) B B, R T 7 A e e A A
i N o DAL, C. elegans B9 /N AR 78 78 19 HSP-16
BB A%, HONG % F H hif-1 Dy fig 2 2k
MIRARR R K C. elegans B /N AR 75 3K 1 HSP-16
Z 5REAE N .

2.4 pURTES K

BIE M 5 S B 2% AR Ak 2 o0 BN 3 A 3t % TR
R BENMER . FIH C. elegans ] LU4H 7R 80
PEG G K B 1 43 7K SF R 28 BF % 45 A 45 1 AT
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Ry R, LA KRS # 0 38TE Bl A5 19 43 - R0 AE AL
il o C. elegans 1 ] 8 W) 5% 8% T WORS e T 19
B b 2 MBS W FL sh W Rt b e A2 &
P W 2 (acute response) | i 5% £ ( tolerance ) | 78 Wi iE
#R (withdrawal ) F14 fk 24 ( sensitization) >

A 9 A2 AT 3k B AR i 35 C. elegans X 115 45 it
Z R R IR, S5 BB TG M BK BB 1l 1A slo-1
B Dyfg e K AL AR R AR T 52 o slo-1 i %
IRFEFEPIRR & W] W, SLO-1 3@ 38 & PE 1Y 98, C. elegans
FI Ty 2K LIRS b R AL, R RS X C.
elegans Fit) — b f] AP 2 ) AT R B e —— 38 5 Tk
] IRPER R, BTG AT LA TR C. elegans TR
BT SR IR N, R ok G AR S AR,
Z5RENAE 6 BRI I, 0 ph-1  ser-
4 serT, LB —AFHEI G 1 gpa-3""

C. elegans ZVEM KM B8 T HA R E T 098
FRIL, AT DL ARV | T A2 1 2R B R T E R R 2
Tk A 0 52 AR 98 A5 bk & acr-1 BIBFGEIE B C. elegans %t
Je TR R A& I HL S L B i — =
Waggoner %2 FI ] C. elegans {19 4E G0 AT J , # /5
F# i C (protein kinase C, PKC) M {5 5 i %
T JE T A2 A B B R I A A2 LA X 2
TR

3 C.elegans ZERS AR TR B A E M i B

C. elegans IR SF 177 A VF 2 16 W 2L 3 W Ak N
A% O AR AR AR T T R 6 0 B 7 i 1) A A | R r
b g-1d ALY A 2 VE TR (09 g 107 B2 480 AL b T
it RGBS R s SR AR . e A, — AR oS i
£ C. elegans Y Py 5 Wi 2L 3l W) A AR IR RIVE 3
JE 15 R () 5 i %R 2 IR A6 B i e SRR
WA N RS FE IS, C. elegans (RN g
0 AR AH 5 Y i TR K A 5 B A I VG B B R
& 3R 30 B% N 7 i AH DG (1 DAF - 2/ Ak A K H - TGF
-B il 15T C. elegans g i W45 1Y He K sbp-1 5
nhr-49 5 W2 3 Py 8 42 g 107 A5 Y B 28 1 [ B T
PF45 6 8 H SREBP ZHERIEAH G, fHJE, C. elegans
H S fig 5 B IE [ B B T IR 2 A A 09 16 B 4
i B 98 R A OCEE IR FL S W I T M T R O
M T B AL R A $E I . A AN, X C. elegans 1Y
J 7 #E 47 bR A0 AR W 17 5, B 07 BURL (9 28 i 8
i, T C. elegans W] LLAE R 5% i 5 R 22 8 42 AL 1)
1) R AFREA

A WESE e ok AR Y R 4
JBBEE X C. elegans 1 % 107 A AT B AA B
WA B IE P C. elegans £ T 45 A4 FI R B %1 ]

AEZ: 5 i 15 FR 2R A SR 9 422

4 C.elegans EAWZEREF DA RIER

WFoE LT C. elegans (1 dys-1 J K 4 B 47 L
Z 43 8 H ( Dystrophin) , H N 3 55 240 i 4 L 3h & A
L1 4 (F-actin) AH# , C ¥ 5 — 48 H B IE , B
B — > BEFR o L UL 2= 46 & H-BE & F ((dystrophin-
glycoprotein complex, DGC) [ 5 558 & ¥, ] LL 4k +5
0 MRS S T, TS B A W B A g A R D
RN o C. elegans | dys-1 F 5 FEANL
PR Z= 4 0 (DMD) /4 JIL2E 4 25 1186 I TR, SR A4
JUUZE 45 A Rk 2 S EORDS DGC Ik I 5 L2 4
KRR . HREL M, AL dys-1 BN A TF A 2
SN BE, C. elegans TER = KAT)RE,
MIEEZ WA B T L4, A dys-1 RIBW W
A E A S Z 0 AR hih-1, myo-3, unc-54
il egl-19 JERFL T . FI C. elegans I TE
FHEH: 4 I £% 5% &R 48 ( rotating cell culture system,
RCCS) ¥ 4Lk i S 47 0F 55, BB C. elegans dys-1
FHRFIEXHE LF, hlh-1, myo-3, unc-54 Fl egl-19
Y TR, H Western blotting & % #i C. elegans
WUEREE A (myosin A) i 25 2%, #F — L HE T i
TvEMEE S &

5 C.elegans T ¥ % " JR & 77 T I 5% it e

HREFR A, C. elegans %7 2 Wi 5L 3 W) 1
s L DR R, X i 3L 3 ) B0 14 B 0 R T [ERE AR
AT C. elegans , C. elegans GRSl — 265 UL (195 )5t 14
HORHLE . C. elegans A B 25 18 N 1 9% 52 g, Ho T
A7 G E ] 3 ok A R R AT A R R 2 I L
E (defensins ) | HT 1 K F1 B0 % 19 A T (cuticle) .
2 C. elegans B F)5 J5L 18 12 22 0, SM IR BELE &R K i
g A SR 4y B ERIA . FRUEM, e
P2 SN 52 45 T LA AR B OG IR 195 5 98 5 &R 42 p38
MAPK {5 5 i&42 [ TCF-B {5 5 & 42 P & R A5 5 &1t
I ERK MAPK Jl Sh 315 5 i 4%

WA WIS 0 5 TR Y BE 0 PR R AE Y B
55 Y A fo 8 S 2 SO B R N, B2
2 NRMEOR W& R AW YL C. elegans , B J& B0
&L C. elegans FI W ML 2 45 40 [7) 34 A ¢ F 55
DA 45 0 ) A 3K TR A 6 B AT BEOY I BUR I 2R
B 7 9% BN, RS agr A TR Y T sard |
WAL K hla 55 B DR B AU TR R X C. elegans B
FeVEU] W REAR, 15 E 7T SR F , C. elegans [H4 %
FE5 51812 p38 MAPK 1Y il [ 22 25 {K esp-2 Fl1 esp-8
XoF 4o VR 48 BK DA 2 L o o 0 G R X S 4 A
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4 BR TR I EL B 0 F BEEUR AL — B Btz
CANGRCE 2 NS O (D S AN G N e Aol ]
R LB B C. elegans B

6 C.elegans FREZFTHHARHEE

FIH] C. elegans B 5% 3% 2 L4 M1 5 & AL AH G 1Y
PRI AL 30 4RI, C. elegans A= fiy i W 4
JoL A G Ry e S W T RN BT o 5 24 W T S 1 AR A
B, LA C. elegans fE XY EE R C LK
HNHERAMBGE, HHETINA C. elegans 32 E P 5 73
TSR & 3 AW RS R R (IGF-1) (55
T [ R R A A % S 5 Y R Y AR 8 N LR A I I
B WA BRI R R R R R4 A
Sz eI,
6.1 [Py 3R (IGF-1) {5 5 1 g 55 Al

C. elegans 755 T Z P 4 J& 0% B8 R MR
TR TF% P 0 S5 B 5 PR 3R 5, E 9 AR TP A B, TR i
RI5 5L Forkhead ZJ5#; 5 A 7 DAF-16 H &
PER RO T e . DAF-2 {1 I 1 3 32 Ak R IR
YEA T A b, & 5 AN SRR R Rk L&
J& 3 PIBK fiE 4L BL [R5 AGE-1 1% 4k, J5 & 7™
A5 AR A — 2B 0 T iF AKT/PKB [R] I 9 22 &
iR/ I R R I M AKT-1  AKT-2, % {k. Forkhead 5% Ji%
5 SR DAF-16 , T HI ] DAF-16 i A4 e A% & 75
SRV IR, 1 DAF-16 A] LS — K I 35 A5
PUIE P38 5 R 3R GA , JR T A8 Kl R A A daf-2
age-1 SE7E N4t 5y DAF-16 35 P 17 fiff jlg . 77 i 3k B 2F
RPIEZ 5N daf-16 BYRAE B4 i daf-2 Lage-1 R7AZ
1) 77 i 4 48 5 daf-16 BAGAS IR K o
6.2 BRI

B BR i ( dietary restriction, DR) J& 48 7E AR IE A
ot BEYUAR AT 2 T el b i e e o ve b A R A IR
) i, Al P PRl 2 BUL PRS2 4 T AT R R i B A R
AR (N ear 2BV SR B J7 I C )Tz BT,
F S A RORAS B W A, 5 AT J7 15 02 TR T AN A Y
WA $ F7 R vh JEAT B 37 I TR T 1k R AT Z A BUE
ARFEM . BHET, ear R I RAKIEDH (eat-1 ear-2
eat-3 eat-6 .eat-13 ,eat-18) . sir-21 5 745 {K 3L K 1 ¥
K e AR 3 K] (nac-2 \nac-3 5 nhx-2) 5L H
16 DR A3 (i K A7 B o (R LR A B
6.3 LML I BE A A

C. elegans W 25 %7 1K 14 1% 3h #1131 %8 ( reactive
oxygen species, ROS) 7K - J& 5% Wi 3 & Y 2P &K,
WF5E K PRAE — 86 52 1 4R A4 ) B 1Y 98 742 4 b S 10
MRACIKFHUI , C. elegans 73 iy 4 R A AL 51 13 1 5 T
A Pt 2 R R AR, 388 3k 25 )7 D 7 R S0 o) Lok

& ATP & WAl #E K C. elegans By FFfiv, X FE B . 4 kr
IR 45 ST C. elegans T A8 WIEANE ], H 48 R iR 1E
WA T HAE C. elegans % & B RFEVER™,

7 HiE

TEVFZHEYE S ET, C. elegans 5 N2 ]
AP, FIE, Bl X C. elegans BYWFFE AT LA
Whrsh 7V 2 NP B BAL® . A C
elegans N F T IR ¥ 12 15 14 40 ML B8 T2 B B 52 JF 4, 3X
Fofv bl 5 19 /0 A= 90 500 AS W e B2 D T A i B 2 T Y
AT IR T B R R

IR C. elegans PIA R LA 5, (HEA W HIN,
C. elegans 1K F 76 N 2L 5% WF 58 AN A TR B B o 31
n, C. elegans FAT O E ARAF PR B0 R GE IR 5
8, — L > TIRARTE C. elegans IR & Hf ANAFTE, C.
elegans 5 N Ff J@ 22 5 AR K, o 12 A6 400 B8 AN B 56 42
BN 28 9 05 Y s BE G AR o TR UL, SR AR R T C.
elegans BRI, 3 4o J& 8% (4 52 56 7 Rt R
R VB AE BRI, 8 B0IE C. elegans P B A AN
e U B T B — Bk

S 2% 3k
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