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C. elegansT clk-1E [E X7 7 45 BY 22 0]
EAGE ERE XkE EEF OANNK BEFT

Gl EEREEAR I B BE . A drRh o b, BT B i AL 7 B SR =, 4l 325035)

WE  clk-1[clock (biological timing) abnormality-1]2 ;2 BRA~m P 4 64, 5 b FAF 4 i3 42,
M Bl RALART R ) i, R R R CEI F— A F e RGN AR R R, B & R
EA . KRR L 648 KA M R A R clk-1R F Faclk-1 RNAI(RNA interference)xt 2% & & 444 % 7h
s R R, clk-1R % & EMQI30F 43t K, K AAR T /& M A K (reactive oxygen species, ROS)K-FF+
& M IR F ROSAKT T, BATPAS 4 &) clk-1 RNAIK R 444542, ZFAK FROSKF T 4 i
JRFROSKTH &, EATPA& T, ROSH A @it —F1E 50T, & Re9R 4% EntaX; ATP
RAERME— AN TR, LT HREARETNRMEAR. TR, clk-1REK RAclk-1
RNAiZ, % & 649 £ 57577 fb 5 ZFARF IR 7 ROSH) R F 2 i BAL B Rtk F 49 RE A %.

KBEIR  FHUNL; clk-1; 751, ROS; ATP

Effects of clk-1 on Lifespan of Caenorhabditis elegans

Zhang Congjie, Wang Kejie, Liu Zhenya, Huang Jiatao, Zhou Huaibin, Lii Jianxin*
(School of Laboratory Medicine and Life Sciences, Zhejiang Provincial Key Laboratory of Medical Genetics,
Wenzhou Medical University, Wenzhou 325035, China)

Abstract clk-1 [clock (biological timing) abnormality-1] encodes an enzyme required in CoQ biosynthesis,
a redox-active lipid which acts as an electron carrier in the electron transport chain of the mitochondria. And c/k-1
is mutant is the first longevity of mitochondrial gene mutation. By studying the phenotypes and mitochondrial
functions, we investigate that c¢/k-1 mutant and c/k-1 RNA1 (RNA interference) had different influences on Lifespan.
clk-1(qm30) mutant led to increased longevity, elevated the level of reactive oxygen species (ROS) in mitochondria
and decreased the level of ROS in cytoplasm. c/k-1(qm30) mutant had higher ATP content. While c/k-1 RNAi led
to shorten lifespan, decreased the level of mitochondrial ROS and elevated the level of cytoplasmic ROS. clk-1
RNAI had significant lower ATP content. ROS, as cell signaling molecule, has an important role in aging; ATP is
a significant index of energy metabolism, and the higher level represents slow energy metabolism. We suppose the
difference of lifespan may depend on the function of the mitochondrial and cytoplasmic ROS and energy metabolism.
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. BAET FIELRCHE) T ZH T A mE KR
3L, A SCERIRE ZRi A D R I e v] BLRE K
ATt AR 2R 75 I 4k Huix — 1 AR,
T H R L HRL A Th B B AR SR SR AT Feclk-
I[clock (biological timing) abnormality-1]5845 fllclk-1
RNAI(RNA interference) % 2k H 75 iy AN [R5 00
LR R, MR, ATPE R 32
B, di e A A R A3 AT e E AT AN R] D 2
o a5, tH 2 40 H0 N 3 P 45 2 (reactive oxygen species,
ROS) T ERIED, R EibsE T4 A . 1§
T KB R B9EE%E )P At
TR, Rk D Re 1) 2L T LA B0/ 2 i 1 R A,
W2 I GE R FIR K HEERAE . IR AR . B
PRI~ Leberfl #2875 S50, 28 H ) 42 ks A4 P Ul %
(mitochondrial respiratory chain, MRC)&5#). — R R
PEIN LA S A= M R AU SV 2 I8 AR I R T AL 30
WP, 2R A R I N ROS Y 2 BORIE, R b2k pifA
H5REZMRER—ER KR EERFEEHED
REIZW IR, AN B BT JIE25. DNASE4 1518
HTRR R, 2 P B A 2 R A A T R A PR A, [ BS
2 A S5 PR B 45 22 b 5 e DR AR BRI 5 SR
HHREM R, amhigifE . DNAMRM B E =B 1 5%
2 Bl 2 E 2. ROSE T HHE, H
XL AR LS H ATA AR R . — 2
W H AR, BB R RO 40 N K5
|AR . JEE. DNAGRAR T, 514 D) R 2L,
A FHEEZN S — MR IA Y, ROSHIEE Nt
ANRESE 2 th 75 A, P HLAROC RIEAH Rt 7.
BARC AR M TROSH T A 7] LL 7
#;oagg, FINROSWHIEL S5 T 5. A,
RIT W A LW, B 545 ROS/K T E
Hma R A, $2 T ROSIF = ] BA ek AR 2k
AR ER B, RN 2 P K A R R AR AR LA
cll-1FT7ENR ) FF 1 o clh-1578 & I 3 — N 2ebi
IR TG RARAARN, e AL T ERAR IR b, J& T = B R SF
H1 ¥ 16 i DM Q(demethoxyubiquinone), % 1 52 1
LBRE K AT NUAEZFEEA T clk-1
i I 2 ) 187N B FERR AR AR, IX B T
F1 ] DAIE e i 5 R0 20 2 9 Foh 7 SC#R & TRC(tandemly
repeated in clk-1)45 IR, 1% 45 38 3 Bk e AN E AR
YR B i AR (R, clk-152 32 BR A R
b @&m, 25\ 5L T 22 614k

TULF R A e RO, AN T A 5 M 2 R AR P I T
clh-1RAF L M AR KR B A B FE 2208, A
A, MR E MGG RE . WG AEE.
[FJI, clk-19878 28 dL 2 b iR T e R AT i i 452473
FELR AR P, i R IE clk-15] FR 2R (A TE PR 5, 52
2L RIR SR, G . clk- D35 22 Ui
TR RS AR . B b, B e
BN AN 5> T AL A B K E R TE, H 20 K& 3
TG R AR D BEFN 43 F- WL 5 8 7 EAMAR 2
I TAE. FEEXT AR R — A e B IR, 1F
W58 o 1% 51 58 3 A AR (P AN A A iR 54, 1R
% LRI B R D RE I AR 25 5 R 48 d A i iy i Rt
L5 SCHR IR, nuo-6FNisp-143 )2 28 Bk 5 & YR
T W 529 St nuo-6Fisp- 133k 4T 98 A48 FIRNAiAL #1,
2 AT I IE K Y, SRR Z S, ATRIN, clk-1
RA G h B i K, clk-1 RNAI S 32k & 5 dr 4
o FEUCERE b, FRATE I clk- 13K %) 25 s 75 i B2
(IR o

1 MR5EE
1.1 ZH. Btk RARIKIE

2k difh 22 N2 MQ130[clk-1(qm30)I1I]. CF1553
muls84[(pAD76)sod-3p::GFP+rol-6(sul006)]. KHzkt
BHHT11520P50. J5i KiLA440A0 £ Fi 4K S (R ik
FH N 28 b7 4R Th A JE I dsSRNATHT 11555 1 5 28
2k 138 4% 2 iU (Caenorhabditis Genetics Center,
CGC). clhk-1 RNALTE A A S0 % K ] Jo 4% v P 137
AR EHMEM
1.2 FZELI

. RE O BERHERY) . SAE. B
FREE. H,DCFDA(T%'535848). SEREZ. /e bk,
Rhodamine 6G3¥34 H Sigma/a & . IPTG. &%
RIWE B REVMBHARAA . %t E &PCRIR
Fl G, WA SRR &L rTaq PCRAF. DNA marker.
DEPC/K 4 F TaKaRa/A 7], Trizol. BCAZE 4 ¥ &
W XA G A AR & ATPI E
Gl & H Life Technologies’ 7. PUIA 2 R R £h
RS B A TAEY TR (R A IR A .
1.3 FHIMEKRZ AR FEE
1.3.1 Fl4pikit ARSI EME T =TI,
clk-1 RNAIR kK B W S (1) 8 R K SC e clk-1.1
RNAiH A& T Hclk-1 B v B, clk-1.2 RNAIE bk
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T Helk-1 R B B MR, ck-1 b
Ji#: 5“CTC GGT GTC GGT TCA GCA CTT-3', clk-1'F
5'-CAG GAT CGT CGG CAA GGA GTT-3'; clk-1.1_Lj: 5-
AAC CCG TGG AGC ACA TAC-3, clk-1.1'F ¥%: 5-AGA
GCA TAA GCA GCC ACA-3'; clk-1.2_F ¥j§: 5“TCG GTT
CAG CAC TTC TAG-3', clk-1.2°F ¥%: 5-TTT CTC AGC
AAT CGC AAT-3'. 51 EilE AR A RA
AR, F RS KR FLIE R, W2 10 pmol/L.

1.3.2 DNA4RIAZPCRY 3 PR T
25 L/ & A EEK, 65 °CHEE 90 min, 95 °CK %
5 min, 12 000 xgi:0»5 min, HL10 pL i B YDNA.
PCRY™ 14 4& &: 10 puL 2xphanta Master Mix. I T Jif
515(10 pmol/L)%-0.2 uL. 10 pL75 [ £ R DNAR AR .
PCRYHEFEFH: 95 °C 5 min; 94 °C 30 s, 55 °C 30 s,
72 °C 3 min, 30ME¥E; 72 °C 10 min, 4 °CLRAF. HX
2 UL, LA1.0% B35 R R 6t e FRL VK 255

133 ¥ 3 =5 RAL44405 42, 0. KT
2R PR L4440 Rz (B VA7 25 Hind TINAA £ 1 pL Hind
II. 2 puL 10xMOZE MW . 17 uLjFikil4440, F FiR
B 5, 37 °CR M4 h, 65 °CKi%20 min. Jo4%
TLREE AR R 4 pnLICEE O BE RN 1 pLZRPEAL
JiKIL4440. 2 pL2li4k [FIPCR A B, ddH,O%h & &
20 pL. JB2)J5, 37 °C/K¥B40 minjs, B TUK LT
el o CH PR5~1070 A7 TR B 9 1) B R T PR 1A,
PRI TRV S8 o K g 17) 45 5 9 PH M IR B 7R %
B S AR TR 2w .

75 W02 MRNAG ) 77— e DU R, 46 Akt
P MREE . LR HBE B dsSRNA A H L&
1 o B B R T B AE TS A N R A shRNA 5] FERNAIRL
o FEIX DY BTV R, A S VERNAG R A U,
{E R B SE DRy — AR R . 3R 0. R, MR
I Z G MRAEVE D HL BSOA B HL AT [A] B Ak 3
R EL R, B T REZHELERE k. R P
R, AR S = R AVE A TRNAIL
1.4 RETZHNEE

clk-197% 25 BEMQ130/2 4l &1k, H5:590 bp, 5t
K B & elk- 1R R ) i fa — MM T, BT
RAZ, Aficlk-19mAS I 8 11 5 2% 2 D g
1.4.1 Fl#kst clk-11M51%) EiiE: 5'-CTT CTA
GTG TTC CCG CCA CC-3', clk-1 M 514 T JiE: 5'-
CGT GTC AGG ACC GAA ATC AA-3"; clk-14M|
5149 L 5'-ACA TCG GGT TTC GCA CTA TT-3/,

clk-14h M 5] %) F ¥#: 5'-CGT AAT CGC TTA TAC
GGT AG-3'. 5 HilgF e AEVMFH AR AR &
F, P76 FL AR, MR 210 pmol/L.

1.4.2 DNA4RIRVABPCRY ¥ PR 2R T
25 WL/ R FREK, 65 °CF H 90 min, 95 °CZKiES min,
12 000 xg:0»5 min, HL10 pL_FiEEIADNA. AMil
SIYPCRY 44K 241 10 puL 2xphanta Master Mix .
LRSI (10 pmol/L) 0.2 pL. 10 pL75FHZE 5
DNABHR - PCRY HGFE T 95 °C 5 min; 94 °C 30 s,
49 °C 30's, 72 °C 150 s, 30/ME¥F; 72 °C 10 min, 4 °C
{RAF . BX2 L4 PL1.0% 1) B i B U e FiL 9k 25 5
WS PCRY K Z U1 R : 8 uL 2xphanta Master
Mix 2 pLXZE K B RUES (10 pmol/L)#5-0.2 pL.
10 pL75 [ £k ADNALR . PCRY HEFE T H: 95 °C
5 min; 94 °C 30 s, 51 °C 30 s, 72 °C 150 s, 35/ ME¥F;
72 °C 10 min, 4 °CLRAF . HL2 pLi=4) LA1.0% Bt Jig i st
JiZ LUK 45

1.5 FEEZHRK/NMUELAclk-1 RNAi A )

W B A A 2% N2 Rl el 19878 2% EMQ1303E 4T
FIRREDAL G T20 CCHEIER; A P77, fF K2
FEON3 d. 4d. 5d. 6d. 7d. 8dif, KLk ks
7P HR B 4% B T Nikonfs] B B8 N 0482056 4
FIRTL RN A, $A3R 1 mmbs RAE NS %, 28 i
K/ HImage JEAFI &, @it 5 b5 RO/ HL B A]
A L S RG] R 2H 28 R R S BRI

HEREFIU R B HIAE20 °C; FFRInE S
s BN AR FE— . R B A, N ARIE TR
IAFAE, SCUS2H AN REZH 75 B4 R I — IR, [RIET B
1B 2 B O g 22 40 B R DL R AR N B R
i) SE 06 45 S HERf 1 o RR 2R RN OR S, AT AR 2R
AT DL R e — TR o
1.6 FEZHBENIANE

W B A2 R 2 N2 Ml elk- 15 A% 28 IMQ13017]
AV JE TBCT20 °CHE IR 355 75 56 B 7= 5 K 2 il
(Young Adult)fif, 73 I HEEL 105 TSI 4L AT 1045 % HE 21
2k LR 2 OPSOBE IR (VB b AR b0 o) 0 W22
L RO, R ORI URI il NI R RER
T ST R)HRE 7 2H 2% 70 5ol B 28 ) 2 AR AR b, A=
YU1 d, B PAHL R I EE H O k. SRt =B
FEARZE 7= O 45 AR S0 4 A B 20 2% daB524 hifd)= o
. KOPB/NE SIS TA 5 HER, SRR 1
IR AL K LA T 65 °CHUAE H 30 min, [
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2 B AT )5 T-Nikon ECLIPSE TS10013] & & 148
TG4 AR, R 2 RO A

1.7 FELREETER., FEASRZENEclk-1
RNAiJ345)

B AN2EATF R A DAL G 7 T20 °CHE IR BY
FER PRI KEIEII3 dy 6d. 10d. 14 d. 17 di,
W T 20 2% RS 9% AR B2 B T Nikonf8) & W 4Bt
FABR2056 28 L WEE 3, 2 JE il KRR Ak 4 TE30 s
PRI TR AT

TEVKBER I & AN [F R AEBE IR 3 ds 6 d. 10 ds
14 d. 17 AP a6 20 At HE 4 28 sk 25300 pL
MOZE MR 196 FLAR, 75 M B2 T v BUf 4% 26 HUAE
1 minPy () S ARIE B IREL, BIAIFIKANE o

R ABR R HIE20 °C; FIRIAKRS
v B NARFF— .

1.8 FWEBENEHERNRENE

FPEAN2ZATF R FLB AL G 80T20 °ClEIRIE 77
Fh BT, K EREOIEE4 d. 7dy 11d. 15d. 17 di
43 AIBRE 1S 5% S LA S 2606 BRZH 28t 223520 ul
0.25 mmol/LJFK 7 [110.2%Ext HE W8 37 b, F 27 25 3¢
P85 I — i AR RN FEOR IR 2R B R B SE R TR
N7 RIH i) % 4 (1) 28 HU3E B i T Nikon ECLIPSE Niil:
BRI N MR L kAT E M.
Image JERF 73 # PR 4H 26 A 3 (0 58 s B2, FF H
GraphPad Prism S THIE G0t B

R ABREEHIE20 °C; MRS
v B RARFF— .

1.9 FA Lk HROSH E (e R A 12 BUE) (LAclk-1
RNAi A f5l)

S A clh- 170 %% 5, ZH L4440 B BEATF AR 5] 25
1k, F5 & Young Adulthf, FIMOZE K 7 20 2k
Sy A 1S mLES O, R E AR BT R R,
Fr By, FERIMOZE phyk B &, B E D R3~4IK,
Sy AN120 pLER KR SEOR BB, 2 B R K A
W, BRHSIIR30IR AT, VK B . BRI R
1.5 mLEPE 1, 4 °C. 600 *xg&5.0010 min, B 3. 4 °C.
18 000 xg #5210 min, HL_F & A 5T FROS/KF, Ui
VE M N40~50 pnL&Fr A 42 BOR, A HE & H 4 °C,
18 000 xgZ Ly 5 min, 7+ _LiF, PIIENA110 pLZKL
MRSy BT IR R 2, YR AT ZR R HHROSIKF
1.10 FERLkBATPNE (WLclk-1 RNAi A 1)

S WHelk-1FN 25 3% ZH1L.44404) 5] 3EATF AR [A]

Ak, #5K 2 Young Adultisf, FHMOZE b gl iy 41 25
HUAF A5 mLE O, B B AL R 2
&, 7 B, AHMOZE il &, P R3~4
Ko 43IN30 uL ATPHEHUK L &, 2 5 25 K 4s
h, 4405 W30 A, UK EERVE. B S1 T
A E1.5 mL EPEH, 4 °C. 11 000 xgE:0»5 min, B
yEM s B AR E . 2 J5100 °C 15 min, F4 °C.
11 000 xg #5010 min, X EiFH T ATPIIE (Invitrogen,
Carlsbad, California, USA; Cat: A22066)%',
111 SitEaiE

K Fl Graphpad Prism S#{H AT 204 b 2. DL
mean+S.D. KR, 48] LK FH A5G, P<0.05 N 4
HES- &

2 H#R
2.1 clk-133Z5 2% AMQ130F0clk-1 RNATEHREIEE
KIS A T =M TR, clk-1 RNAIR
PR K B S 1R 28R Ak SCEE, clk-1.1 RNATE # A& T
Hrelk-1 B Fy B, clk-1.2 RNATE MR T-Hiclk-1 R
F B e BPCRE & = M B AR TR, 45
FEIR, =BT A S S8 H elk-1FImRNA
IR AH X T 2 3R L4440 5 3] R B T £160% 43%-
38%(KE1A). M H ik 35+ TR R I b 10— 4, clk-1
RNAiNSER A, 54k Fnuo-6 RNAIE AT R
Y (nuo-6 2 LRI A WL T3, xF kAT 28 AR Al
FHLALBE, 2k I e KLY, (R FEnuo-6 RNAI
1 BH P X B 2. 38 FHPCREE 5 clk-158 A% 2% i
MQ130, Pl 5 P4 38 Fr Be /N2 100 bp, FRAZZ: Ht
MQ130%k 5590 bp, &3 1 A BEA/NAT 500 bp/e
A, 5HK R BN —2(K1B), Htn] i, ek d
Feclk-19AFF A
22 clk-1RTZ%HEMQI30EBIERK K HIKENE
A% B 5E S B dHelk-158 A5 45 BIMQ130H1 %
HEZE B A Y 2R N2 A i A R K/ BH ). A
WA VUK SRR bR W TT RN, clk-15878 4 IMQ130
AHEEF X R 5y i K, PG iE K 1~2 d(K2A,
P<0.01); clk-1538 25 HMQ1304H Eb T B 417 IR %5
HE N, Hroop e ife i o EE7 d(168 h), AHEL
T BB ZH AR 292 d(EI2B); clk-15875 2% dIMQ1304H
EE TR BR AR T AR /N, R H SEZ23~4 d(EI2CHIE2D);
clk-178 748 £ EAMQ1304H Eb - %o} 18 45 75 WA 1 iz 5 R
F12518 H R B R A5 (EREMK2F) . Hhas RATR,



2 NGELE: C. elegansticll-135E PR %] 75 6 I 50

749

e
%

Relative c/k-1 mRNA levels

(B)

: T
Control  clk-1 RNAi clk-1.1 RNAI clk-1.2 RNAi

Az 9 E BPCREIE = Fh B Mk clh- 1T mRNAKF; *P<0.05, **#P<0.001, 5% IR H L B: 38 FHPCRA 2 248 28 dMQ130/% Ha vk I4; 1: DL5000

marker; 2: X B2 (P A= 126 HN2); 3. 4: 5452k HMQ130,

A: the mRNA levels of c/k-1 was confirmed by Real-time PCR, *P<0.05, ***P<0.001 compared with control; B: c¢/k-I mutant was identified by PCR; 1:

DL5000 marker; 2: control group (wild type N2); 3,4: clk-1 mutant MQ130.

Bl clk-15RFE 2 HMQ130Fclk-1 RNAIE MRV E E
Fig.1 Identification of c/k-1 mutant and clk-1 RNAi

MQI30Ffr fE K HAK K B 4EL .
2.3 clk-1 RNAiZ & arHaia R HRENE

73 I 5 clk-1 RNAIZE He F 25 3 AH1L444048
7y DL RN B BRIk, e e R A R e
Fro 45FKI, clk-1 RNAIZE HAH b T %6 BR 4P 1 73
AR (B3 A); clk-1 RNAIZL HAH b X6 18 ZH AR AN
L R B IEH (E3BAIE3C); clk-1 RNAIZL HUTE iR
YUEE10 d(241 h)fw MR 22 AH b T0f 2 B 2 T B (&
3D); clk-1 RNAiZk AEFE O 2517 d(409 h)iz 3l fig
FHEE T FR AL W 52 R P& (&I3E); clk-1 RNAIZL AL
T BR2H g4 A B R 1 = (B3F) . b4 SRR,
clk-1 RNAiZ 1 75 fn 4ii 4 HLIE 2 Ik
2.4 clk-138Z 2 FAMQ130Fclk-1 RNAiZ KA
RIRE R ALK

F % FF B 6G YL Rl i ik 7if A 4 4 15 3 3 Wl 5
clk-158 7% 2% HMQI130F1 Xf HR ZHN2. clk-1 RNAiZk
BRI 2 B LA44048 AR N RS HLAT o TEZR A
I3, MQ13044 Py JBE H Az 7K ~F S T 5 B2, clk-1
RNAiZE HAA 5 H A7 7K P T 52 3002 & T 0 IR 4 5
IS T0 REZH e (B4 AT E4B) .
2.5 clk-1ZRZE 2% HMQ130Fclk-1 RNAiZ AR
BATPEE

53 A 5E clk-15% A% 2 IMQ130 1 % I ZHN2 .
clk-1 RNAIZL d1 1 %5 3% 41 L44407E Young Adultff 3
2k HUAR NS ATPHI & 5. AR I, MQI30fA Py it

ATPE BT & (EI5A); clhk-1 RNAIZL HUA P BATP
& MEE(K5B).
2.6 clk-1383 2 MQ130(qm30)Fclk-1 RNAiZk
HRIARAZRA TR P ROSKF

i B 28 b7 4 1) 7 15, FHH.DCFDA S KL 43 5l
TEMQI30ATIE % X FRZHN2. clk-1 RNAFIIE % 4%
3R H1L44407F Young Adulti 2% s fA Py 28 s 44 i
JRROSH H7K o FATT A& I, MQI1304k ¥ /4 H1ROS
KT, BB P ROSAKF T (6 AFIIEI6B); clk-1
RNAiZE d 28 i A4 FROSIKF R B4, fig i FROSIKF
T+ E(E6CHIE6D).
2.7 clk-138Z5 2 aMQ130Fclk-1 RNAiZ KA
B E 15 1k B (superoxide dismutase, SOD)Z X
1B

1% BUCF15531X% — fib R4 L, & Wisod-3 5 3l
2 44 GFP, H(GFP 5 B v] B % [ BtSOD-3 1) 43
fio —MEIEULT, SOD-3RIAIEL L. B, B
N2> fEBH /' % k. XFCF1553 muls84[(pAD76)sod-
3p::GFP+rol-6(sul006)]2k L 3k 17 clk-1 RNAi, M %
FR TR, JF H % % EPCRAL I Young Adultif
HA 28 AR Y AH 52 3 Rl (sod-1 sod-2 sod-3+ sod-4-
sod-5)FJmRNAKF-. 5XFREZHAH L, clk-1 RNAIZk
H1SOD-37%¢ J 8 1 ik &= S+ =, (2K A nuo-6 RNAI
2k 1SOD-37%¢ M B (1 3R 18 & T+ i W (K 7A); clk-1
5 A8 2% HMQI130H clk-1 RNAiZL Hisod-1. sod-2.



750 BRI -

(A) B) 2001
-8 Control
1004 -6~ MQI30
—@- Control g 150
3 807 -©- MQI30 B
? 60 é 100+
z >
2 g
= 40 g
S & 504
[}
A~ 201
0 T T 4 o 0-
0 10 20 30 40 96 120 144 168 192 216 240 264
Days from eggs (d) Time from eggs (h)
(C)2 0- (D) Body size
=3 Control 1.5
EA MQI130
E —
& £ 107
ﬁ) NS)
E E
> 2
2 Z 0.5 -e- Control
2 0.
M -©- MQ130
- - G T T T T T T T T
72 96 120 144 168 192 216 240 72 96 120 144 168 192 216 240
Time from eggs (h) Time from eggs (h)
(E) (F)
4 2.5-
B8 Control B Control
&= MQI30 20 &= MQI30

Pumps per second

Swimming (cycles per second)

73 145 241 33 T 146 2% 3%
Time from eggs (h) Time from eggs (h)
A clk-198 748 2% HMQ1307 iy, n=80; B: clk-19 48 £k MQI130Z 5 71, n=10; C: clk-198 48 2% HMQI130 K /INEIR B, n=20; D: clk-158 7% 25 1t
MQI30K/NFZE I, n=20; E: clk-1 RNAiZE dt TR ], n=20; F: clk-1 RNAIZE Bk AR &, n=20; *P<0.05, **P<0.01, ***P<0.001, 5% I
LR

A: the lifespan of MQ130, n=80; B: the fecundity of MQ130, n=10; C: the body size of MQ130 in histogram, n=20; D: the body size of MQ130 in
line chart, n=20; E: the pumping of MQ130 in histogram, n=20; F: the swimming of MQ130 in histogram, n=20; *P<0.05, **P<0.01, ***P<0.001
compared with control group.

B2 clk-13% 4% AMQ130% @ R R A
Fig.2 The lifespan and the phenotypes of MQ130

sod-3. sod-4. sod-5HImRNAK V1) i, {Helk-1% 3 e

A2k HMQ130 sod-1. sod-4. sod-5 mRNAJK V& T FENE T, ZORAR T REA R IE R R FEL T
sod-2. sod-3; clk-1 RNAiZE H sod-1. sod-4. sod-5 FRBER R R AR, RREFRENANE L2 G
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