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T 5 K B Y E g =, JERT 100101; i HEE = Fek e B2 2= B AE ARk 2% 22, I 325035)

HmE

FORZENR T EZNIF SR, S REmRM. KEER £

TS KERM AT @it RS iE42,. 2 K54 B5E3(ubiqutin ligase) £ 32 Z (LT A2 b X 42,
1235 % E3E B LR F b o oh ae Atk I ILE L REA#A . AR BT R AREX Y, ARz EiE

1B Rk — /AT 2R CG49116 2h 48 B 4T A4,

RIFCGAI B SR R 38, CGA9ITEIR R ¥

WTTiE., RISERERE T, CGA9IIEFEIE R T IR A, BiEMECG4911-pUAST-3HAE
20T 4% FeHelagmfie, #12 CGA1 1A% Tl F , AR E S+ RAGAAE R, SF L R XK B CG4911+T
FEEWME B, AR E KRKRFT CGL9IIA R ik REBACG4911 55 KA R, St FIR KT
F-box AR CG491169 2 %, A dt—F ) B2 K L0549 T G6 Bos TAVHIRAE T FH34R3% .

KA

12 -1 A MK & 4i(ubiquitin-proteasome sys-
tem, UPS)J& ECAZ 40 i A 226 $6 1 1 A 2 1 1) 3 20k
17, 25T 2 Fh g Mt B 4, S U 45 i A
W R, F5H S RIE Y AT 41 )
YEFFED, By AR 1 B L — RAIBE AR R B
2 F A, XA 4R T2 TR AL FE 1P (ubiquitin-acti-
vating enzymes). 2 % &I/ E2(ubiquitin-conjugating
enzymes) FRF 7 1 YU B 1 IS A) 12 25 3% 2 I E3
(ubiquitin ligase).

YRR R 2 2 IRE3) 2 A7 T
M, R R IR . WRARE3 SE2iE 47
FI G5 KRR ANR], E3 0] LLA) 3K 2K E6-APFR AL &5
ey 35 [R5 45 #4938 2R E3 (homologous to E6-AP carboxyl
terminus, HECT). RINGIf 5 45 #4482 E3(really inter-
esting new gene, RING). U-box %5 f4)1825E3, F-box
A MG N, A ORS00 U R 2H B
T Z A BAE R 258038, 8 TRINGI R4S
IR KES. F-box 5Skp. Cullin— it fy i — /% &
HIME3K & ASCFP. K2 HSCFZ: 5 i 4 41 i
FUIHERE . BRI, 59% 5. DNABRESEAEY)
SEREREET KB AR R B, MSCES I ]
B s R E T IR, 51 MR SR
H A, 7 S i 5 DR rp LA I 334N F-box JE ], 3L
e R 70 BE DT () A= 2 D RE AN W

RAEIE CGA91IRT T i =5 Je AR, Y

2 FRIEBMSE N, RNATHE; J5AT

ARAT; e

0450 N IL1%, JB T-F-box G5 ik 5k, 5 N HLA
FBXO33™[R 5. 44N 40 il 52 56 i 52, FBXO33 4% 1A
b 5 Skp-1/Cull— i 2 5 # 5% K7 YB-1[1)32 &=k id
FECL YB- 176 40 Mo i R s p it 5 EEE . 2R
W, R IG R A RAINCG4911 %5k W] &, e A0 TR
R IR S SR e 4. MR BB RE A S SRR g R P B
XTI CG4911 1) Dhfig H AT AR WARTE, AR B ik
4G T CGA9LLH % T M CGA9 11 JE R R bk, Ky
T IR CGL9 1T WA JiR O3S &y BB s i s A8 o 1)
Tk B, W IERICGL91T I ThRERAT T WL R,
Tt L N CG49 1T ThRE SR AL T4k s .

1 MR5R%E

1.1 Ris@mA
CG4911"*"'w[1118];P{GD11468v45141/TM3,

y[1]w[67c23];P{w[+mC]=GSV6}GS15004/TM3,

Sb[1] Ser[1]%] | Vienna Drosophila RNAi Center,
Act-gal4-UAS-dcr’/Cyo, Tub-gal4-UAS-dcr’/Tm3,

MS1096-gal4-UAS-dcr?/Cyo, Vg-gal4-UAS-dcr?/Cyo,

En-gal4-UAS-dcr?/Cyo, AP-gal4-UAS-dcr?/Cyo.
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1.2 B HRNAiFRE 517

Y CG4911"5“'w[1118];P {GD11468 jiyinv45141/
TM3/E i 73 5] 5 Act-gald-UAS-der’/Cyo, Tub-gal4-UAS-
der’/Tm3, MS1096-gal4-UAS-der?/Cyo, Vg-gal4-
UAS-dcr?/Cyo, En-gal4-UAS-dcr?/Cyo, AP-gal4-UAS-
der’/CyolfE M Z4 A8, JN25 CIFyH i 1 FRAR B %
FEF VAR P AT RS BRI TP R AUR . FIAX
SRR S g IR
1.3 EHTFHIMEE

DL AR 70 i dfw 1118 cDNA 4548, F1 FHHPCRIY)
7% (phusion high fidelity PCR master mix, finnzyme)§™
W CG4911 )7 B, R Fr BLatife, 73 il 18 4#% 2 pUAST-
V58 /&, pUAST-3HAZ 1K, 13 £|CG4911-pUAST-V5
MICG4911-pUAST-HAE A 1. FiffEA FH TR
AR JVR i S8 Tl SR R A A
1.4 FRIGRT AR

I FH SR VR i S5 AR 5 7124 CG4911-pUAST-
V555 A2-35 W JORE VR 5 VR A [V S 2 B A 28 SR e
W8RG oA 8, Rk ik i Sog A7, R1G 5%
FEKICGA4911-pUAST-VS IRl FI) FH gt A% 7%, 15 8)
P-elementigk B&, F W b Hy[1]w[67¢23];P {w[+mC]=
GSV6}GS15004/TM3, Sb[1]Ser[ 1] T CG49113E
R, IRAFCG9IT R R TR AR b
1.5 %yE 55 & Western blot75 548 M CG49117E
HelaZl i3 4 B9 E (I FNFRIA1E R
151 %A $CG4911-pUAST-3HA 5PM 1 -
gald JJURL AL % G B Heladt Jrbo Jr FH K70 & W EF-
fectene Transfection Reagent(QIAGEN), 77 v 1 I i
UL . 559748 g W B 40 i, 4% i SCHR[10]
T3 kAT B E M e 9 gt A Ja, TE0E It
AR B TSN, AT A9 BT 4K Jymouse anti-
histone 3H(1:200), J&J H Santa Cruz/\ #]; mouse anti-
HA(1:200). % 6HREE Pt H Invitrogen 2 7
1.52 Westernblot X JiikiCG4911-pUAST-3HA K
pUAST-3HA %) 7] [RIPM1-gald % YeHeladi f, J5 %
PEWARA G U Ao = IROSCHR[ 1177772617 Western
blotfy . A H 1) — $t Hymouse anti-HA(1:2 000).
mouse anti-actin(1:5 000), I 5 Abmarty @]; —$i NIR
Dye 700 DX-goat anti-mouse(1:15 000), I F/Rockland
AP
1.6 [RELFR AN CGHITTEE FRiA N

025500 HL B A 70 M e SR e 8 2 P AR 5

RIS h, WAL S B G . U AR AR
. AP-galdifs G ({ICG49115 ¢ 32 S i 1) = W4 4y
il R S I R R R . DASE DR AT A B, PCRIRTS Sk
2517 (T7-CG4911-Prob-S: 5°-TAA TAC GAC TCA CTA
TAG GGA GAG TCC AAG GCT TCG GCG TTC
ATC-3’, T3-CG4911-Prob-A: 5’-AAT TAA CCC TCA
CTA AAG GGA GAC TAA AGG CTATGG GAA AAC
CAC AGG-3"), KPCR™)alift, LA R ARSN
HGOE SR S SCERET, 4% BESCRR[1 2177 34T B AL 2 A
Frilo A BCERER T 75 35 1 Fluorescein RNA Labeling
Mix. T7 RNA polymerase. T3 RNA polymeraselL A
anti-fluorescein-APHAIY W A Z /AT . 11 FINBT/
BCIP{ . {1,

2 HFR
2.1 RNAUGTEKCGAIIIFRIET &M RIgHEL B

W SEE3FE R D) fie, AR 5250 20 0 L 2002
AN HARING. HECTZFE3 ML Y 25 o 3 1) 2 PR 1E A7
RNAGf 6o 0 b W0 5% 5L e o, Hh 118 320 s A IR g 9 7Y
BB AE R 0020 1 0 O bR HE. S 0 IURNAI H gald-
UASUZR G 45 4, gald ] DLYK HUAS TR IA 18 73 34 32
TUASJERNAIT 5] it 4 35 M1 3 2R 3 25 [R] ) ¢
ko FEKCG4911E T M BN 2 —. FERICG4911
it 8 B A F-box 25 B IR 1E, 2L HEW), 1
BEAG TR RSy, AR B, ERDTUE . h
NS ISeE 1.1 SN I b/ 8 S IS S N Y O i
KL FBXO33 8 [ 41 I8 [ 6 11 2940.78% (I8 1E) .
5% 2 ATF A A i 1) 28 I 2R i B, >4 FH Act-gald
Tub-gald 75 i A LU TR CG49 1132 3% R M A BEAF
WG, b0 LS R X L S E A A A BT T . T
T % v i 8 1k T B R T CG 4911 1) 2R W En-gal4-
UAS-dcr2/CG4911 RNAi. MS1096-gal4-UAS-dcr2/
CG4911 RNAiFIVg-gal4-UAS-der2/CG4911 RNAiN|
AMARERS KB B, (RE LKL SRS (1B)
DG ZI(FNC) 85 ™ 48 25 (18] 1 D)2 7™ 5 3 s
[N
2.2 RECGHIITHIRIZFER

FE DR () 2 32k R ek ) R R TR T e R D AR O, b
HE— B IR NI 98 3 [N CG49111) B g, FRATT xR 36 K]
CG491IAE IR i 7 Ik R rh R34 &)y S s i A8 1
FEARAE DAL S, A S W VE AT A o S50 45 21
KIHCG4911 0 BEF R IL . H AR IE T B P 1 ik
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(D)

(E)
Monse Mouse STLITAVELERFVNLESLALDFCOFTABMARVLTIG MO LORLELLVMRISVILESLIN 32
Heman Human STLITAVELERFVNLHSLALBFCDFTAEMARVL TIWMVE LORLSLLVENVSVUHESLIN 35
Dirosophila Drrasophilae WIFILSSSTLLIM AALOVLSLDT DTLEDELLMTIGVLFLEKLLIAVHGLESEENFING 29
L HE-E- - L HEH - DINIE DO HA
Monuse Mouse
Heariene Hurran SHES
Dirosophila Drasophila ﬂmmm!mmmwmmm k||
LN L .
Merse Meuse ISR LTHF I LN TSR FOLS 0 NRREDPLYLLATRCTILTLLATHGTTVER 43
Hruman Human ISR THFLTHF TLNRDVID TG FOL S --RENF D LVLLARECTILSLLATHEYTVE, 47
Drosophila Drasophila RS HTRETLRS THY VDA T SO S REVELLODE TYMATROIQLEETYYHGT LNDF 35
4 B B DY R LR T (1)
Monse Meouse HHLIATARL RS ILEVLGVTEES T DF DOGELAIQIVRE VONLI EQVSLELOGSNHAY-LD 55
Heman Humran KHLTAT AR RS NLEVLEVTERS T DF DOGELAIGIVEFVRELT EVELGLAGPNHAY-MD 52
Dirosopdife Dirasophifa HNLVGTARLRGR)LERLEVS -~ NI PRSGAFLLE-—-----ATNEETSTLLGQURSEISFD 45
(TR T T T (TN Il R T
Merse Meuse IESLSVFTERNENFTREMQSTSED - 562
Heariene Human IESLEVFTRFSRHFYREMST SR -~ 555
Drosophila Drasophila MEFSLITMOLADFYTENLEGILED 450

A HFAE R SRSRIGS, 2L Z0hRiE K4 TG 5523 1 2k; B: Engrailed(En)$f 57 M R AE 5 5 46, [k, En-galdifs S IlJ55 o 40 AL I CGA9 1 IITER, 1K
HUAES S IR, L4, aCV. pCVIKiRR; C: Vg-gald s T (N CG491I T ER, F:BUHBHL L H I Z]; D: MS1096-gald s 3 (11 CG49 1 IR E
AT, Ex DN Fbxo33. AIFBXO33MIRIRCGA9 1IN G o (A TRIFAE LU XS, " Hiidi R F P SRS MWl b sg S A Ie), bk ek
EFPFILER S AR T

A: wide-type of drosophila wing, anterior and posterior boundary was marked by red line; B: Engrailed (En) expressed on the posterior of wings. Ves-
icles were found with L4, aCV, pCV veins missing on the posterior of adult wing; C: expression of CG4911 was induced by Vg-gal4. Notch was found
surrounding the wing’s boundary; D: expression of CG4911 was induced by MS1096-gal4. Wings were crimple; E: protein sequence alignment among
the predicted CG4911 product, mouse Fbxo33 and the human FBXO33, “*” marked that protein sequence was identical in the three species, “:” labeled
that protein sequence was identical in the two species.

Bl RBERCGHILTEE M RABFERERCCONS /MR . AXRFREERRME LR
Fig.1 (CG4911 RNAI created critical wing defects and protein sequences alignment among the CG4911 product, mouse Fbxo33
and the human FBXO33

6% B 4~S I, B0 AT R iR A B A WMCG911m] REAEIRNG K B F WAL, M52 i A4~

F R G T B #RTS, £114] DL S Rk RARG(E
2D~E2F). R34 by il A CG49 11 Rk
IR(EI2A~KI2C). FlyAtlaski CG49117E J g &% R &
b RN B 2R b 1R 23 A T 00 0 A s, CG4911R
10 GP S B Rk AN LA A 2 rh Rk ARG . 4

HRE -
2.3 EECGIIIHBEBEM T MR E A
i

RNAi4; BAL7R, LK CG49114F R B &k &
HERE P RAE R, CG4911YUER G 25 3 BUR Mg IBY (1 &
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ap>CG4911 sense ap=CG4911 anti-sense Wild-type anti-sense

Stages 4~5

Stages 9~10 Stages 13~14

Anti-sense

Sense |

A~C: JGRL 2RSSR CGA9TIAE3 W 4y HUBEE i AL T 3% . A AT I PEER BT A M AP-gald i/t ¢ CGA9 1)1 30k, 10 R Md3 RS 4l U IFs i s 4
R BER N BICGA9 11 ()32 B: A FH P HEARET AR M AP-gald 15 5 CG491 11 4235, HEM3IA %)) s IBs 1 sh 28 P CGA9 11335 T 3BBs i s A 35 48 C:
A P H P R 00 B2 24 0 SR 308 )y OIS B SR, CG49 1T FAE BHARAG, D~F: JAL 2SS CG49 LIAE R IE N K T i R P i 2k . D: ]
FREAREAR I, LEMIGA~S AT WLCG911 (33K H3 AT T MRS 45 A 38425 Ex A FH B HEARETAS I, 2EMRIGRO~10ICGA911 ()35 I syl /b, ik AR
%5 Fr AR BH PRI PEERET R MR AR 13~ 143, CG4911T113RIE 5 9~102 4B, Xk LUK 2 BE PR 1) 23 D ~F> 43 5l LI PEGRET S ) B, Rl AS
SRR WICGH9 1IN T (¥ 3%

A~C: the expression pattern of CG4911 in wing discs. A: negative probe was used to detect the expression of CG491/ in AP-gal4 induced CG4911
over-expression wing discs. No signal can be detected; B: positive probe was used to detect the expression pattern of CG4911 in AP-gal4 induced
CG4911 over-expression wing discs. Strong signal was detected on dorsal part; C: positive probe was used to detect the expression pattern of CG4911 in
wide-type fly’s wing discs. No signal was detected; D~F: the expression pattern of CG4911 in embryo; D: positive probe was used to detect the expres-
sion pattern of CG4911 in embryo stage 4~5. CG4911 expressed in almost all the embryo; E: positive probe was used to detect the expression pattern of
CG4911 in embryo stage 9~10. The expression of CG4911 dramatic decline. F: positive probe were used to detect the expression pattern of CG4911 in
embryo stage 13~14. The similar result with F is found; D’~F’: negative probe was introduced to detect the expression of CG49/1/ in the corresponding
stages as control. No signal can be detected.

B2 CG49IITERRRRFA3NG 4 B B R £ P Y FRIA RS
Fig.2 The expression pattern of CG4911 in embryo and wing discs

B AT DR CG4911 13 K 1 g, &
K8 T A 35 5L RICG4911 4 5 5| cDNAK CG4911 -
pUAST-3HAFE 4] 1-(KI2D). & X i 1A 52 7 5 %
[ ) g 5 YA ko CG4911-pUAST-3HAHE 4 1
% YeHeladll MU 5, e ¢ )6 4% 5 DIH3 A7 ic 40 HE 1%
(KI3A), HAFE 10 CG49111#) 3 ik i & (&I3B), 4 H
IR CGATIAE FEA A1 i 51 h 3R ak . 4l il Jot & 2 1
B RN B fif 1R = 223 B, B 2 802 FAAH G R
1 R $5E D RE B &, DR CG4911T 32 53 Aii T4
JRL I LR A I 2 0 W A A AR B K
H. [F i, Western blot[] 45 H & 7~, {FHeladl g

il % X CG4911-pUAST-3HATE £ 1, LA\HA N #5id
R CG49 11 FIBAAT — 45— 47 (EI3E), TR
CG4911{rHeladll it A9 B i o
24 EFCCGONERRMPRRIBLE S FRIE

U TRNAVEAE— & 1 i 48 (off-target) JL %, 3k
13 CG4911KE A v B Fi et -3k — 20 i 70 6 R Dy g
g3 B, AR AL FH P-element Bk 2K F T 724 3
KCG49113E 1T i . P-elementfi7 T-atg I Jif(F4)
61 bpAt, P-elementigk X 5 3L 3R 45 P4 4> 5 A JLI Ak
PCRFIIHE [R 0 7 45 SR 56 F 1 72 F25 [ CG49 11 LA e
BRo SRR o) 7 2 I i AL B T RE R )
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(A) (B) ()

()
(E) &
.I:}_f,\\? - .."-\\4

55 kDa

[B:HA w
Actin \ "

A: H35 e YO R hmid 41 i, B: HABRZEAR L CGA9I IR AL B, Rt di R WoRCG491E AL ML T, D: CG4911-pUAST-3HA 4] 114
HREE, A B CG4911 cDNA4 K E: LLF i 4ApUAST-3HA Jy it 1, Western blothy il| CG4911-pUAST-3HATEHelaZf Jfd ok 6 3k i 20—
it o

A: H3 tag showed the nucleus of Hela cell; B: HA tag staining illustrated CG4911 localized in cytoplasm; D: the construction CG491/-pUAST-3HA
was used to transfect the Hela cell. CG4911 full length cDNA was inserted into pUAST-HA vector; E: CG4911-pUAST-3HA over-expression in Hela

cells. Western blot showed a single band of 55 kDa.
B3 N CG49117EHelaZH B b A9 E LI K ik
Fig.3 The localization and expression of CG4911 detected by immunofluorescence stainning in Hela cell

42 kDa

PIGSVEIGS] 5004
v

CG4911

CG4911-RA

CG4911-PA

Deletion

CG49 11T bR X 3R TR, w3 T FH (¥1P-elementfy T35 K CG49 11 1) 5 UTRIX, 41 ¢4 5 HE Py by JE DK Bt R B 14 /77 81, LG 543 (195 UTR AN 5 1 2 5534
SAET .
CG4911 locus structure showed transposon insertion site, P-element was inserted in 5’UTR of CG4911. The deletion (marked by red box) is about 1 Kb
which included part of 5’UTR and the first three exons.

B4 CGHIMKREETER

Fig4 CG4911 locus structure
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SR, AR ILCGHI i b SR g 2 5 1 w] i, JFAR
JATART S80I ke B e 2R
2.5 FRIEEFECCHISEHERAL B HIA
RNAFIFE [R] i [ AL - Loss-of-function 1) 73 HT,
YT CG49 TR R R bk LG L a5+ vl s HL& A
S n LR R AR, FRATTAEE T CG4911-pUAST-VS
MCG4911-pUAST-3HA R HE R IR b bk, J+FI FHUAS-
galdfk R % 5 Ik | CG491IHE e i 4 4 it % 5. En-
gald. Wg-galdis FIICG49115d ik K W] i F A
. AP-galdifs T (ICG49115d ik v] WL R A5
0 1 R 22 26 1) fi 2k LA R S i R e T (1 S Sk P
7R), PASGBBS RN EISC). GEih RILAM B R IK
100%, 15 WG R] A 301 B g T (1) 7 B R A

(A) (B)

ap>CG4911 |

Az AP-gald )l K5 R AT WLOMREZ B, 70 /5 0 10 i s ol WLAFR 22565 B:
AP-galdifs 3 [ HE I CG49115d 33k, S e 75 450 J 356 g 56 22 6
BRI, JE I ERAR RIS R), Won TR & B C: AP-galdifs
FHCGA I R ik, kA

A: six bristles on notum and four bristles on posterior thorax were
showed on AP-gal4 adult fly; B: the bristles of notum and posterior tho-
rax were missing in AP-gal4 induced CG4911 over-expression adult fly
(arrow), meanwhile the posterior thorax was shorter than AP-gal4 adult
fly’s (arrow); C: the wings of AP-gal4 induced CG4911 over-expression
adult fly were smaller than wild-type’s.

E5 AP-galdiFSHIEECG491153FR %SRS A B 5
Fig.5 Notum defects were caused by AP-gal4 induced over-
expression of CG4911 in adult fly

AN, T B AN AT T 52 B 2k, 71 E R )
B2 BRI A BE S 0 AR R . e A BRI R
LR Z42/3. EGFR(epidermal growth factor recep-
tor)l'4), Dpp(decapentaplegic)l'sl, Wingless!'o1% #f L5
RIS R B UMK HRCGIINEB K E
AR e AR R

3 itig

CGA9TIE WAL FE A RS IR L TR, 2
T F-box B FI7E B, BEhfa, /MR, REKZKD A
KR R BLLRIPREE N o H G T X ANSEIR 1 3 RE AT
FUH AT ILRIE . FEIX RS SCEE T, BATTE UGRTG T
CGA911HE IR g s it 758 T CG49117E 40 [ v 11
SENT S FEIBNG I, $RAFCGA9 I THE R i, K 1
CG49IITER G K B W A i AR E 4L T
VR R CG491 TR D RERE 5 T JEAil.

RNA A — Bl K B 78 3k R D R T2
BRI AR A T AR K IR R, {H AR A7 7E — 5 1Rt
BN . FEASZ I i, RNALZS B R CG491IT B S
SR TR R 7 R R B B, AR FRATTRE S
55 DRl ok 5 78 Ak i v A WL 5 B — B R Y
B BE, AR5 58 e G B B UE SECG49 11 A 5% 3
JB% ke B OBk 3L K Wingless ¢ T i fEFE R I KTk . FE
F-LL b, AT DA ERNAGSS FErp U 42 31 38 5% B [ %
T M BB AR 7 [ o AR, e s TR i A TR
CG4911 R30I e B 75 B AEAE K B kb, ml WAL A
CGA91IAE R R B IR i S AT L EAE o

CG4911 NIy B 3 5% R A i A7 A A2 2 SR A,
CGA91IRIEAE MG R E 5. FlyAtlasx} CG4911
10 R85 B R FE A R AL P ) o A 1 B 43 HT (2
N, CG4911FRAE 5P 5 b RIS HME H A 2 Kk
ARG, HEMCG49115E K 1) 22 15 7] g 23 5% W A
ERIR S, A0 F IR s, DL R
(R B 5, AU D LA TR ST

F-box & [ /& — P& AL 11, 7T LA R PERIRR 1
AT LR 12 25 A T B B TR AA A . F-box
T SEAE IR A I Il 4 A 40 S U s v e
PR RS, CG49113E R i bk g 4l 4 -7 nl i, I
R R ARG . SR, 1 RIACGA911 ] WL 5%
FITE AR ) R b . ] BE 5L DA A F-box i A
NEZMMER K. —AF-boxn] IEH T2 /M &
F R, WiSkp2 ¥ iKW A HHP27™, P21FIPS7RY, [H]
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AN T LA ZANF-box ARSI T 2 24k, anm
Jit J5 #1 B M cycelin ERJ DL Skp2 FIFbxw 74 7121221,
CG49117] fig 55 H A F-box 8 11 3% 7] 4 H 4 £ 1
I B R, 2 CG491 IR ik vy, HiAt F-box Kk [H]
APV AR . S 4, ARSI ) OG5 A B T
CG4911XF Wi b5 & & AT, - S ) HoAth
T RE IH RS B RS T4 kR
A R A WAt — BT, DLRIR IR CG4911 (1)
AW D REAME FH )40 T HL o

CG4911 1) N [FIE KL K FBXO3 34 UE 51 & 31,
5 ¥ISCF-E372 3 & He i (F-boxifl 4, 1EH T2 3
AE T4 K1Y B-1 (1) 8 AR B A B2, 455 YB-1
B AN TR T H A F-box 8% 1 A A FH ASE (0718,
FBXO33 & & K B 5 i 9 18 3 NOK I 34 42 11
F-boxi& [, 3 HFBXO033 5YB- &R A T-YB-1
(R, DA, R FBXO33 (143 3 PR R 57 3
FEDR T e Xt T 48 s iz 2B E AR I 43 1 HL Ik
WESL, (0 H [ TFBXO33 I TAL B T4k 4h 5
By, 6 TN BRI 5 55 R Foco 3 3TRIBIF 9 0 A7 STk R 3,
CG4911 [ KM R 3845 4 BF 5T FBXO3 355 K 71 4R Y
(A AL L T 564

A B I RNAHIUA P S50 3 OdE 17— A
EHEAL FARSF IR CG491T M T 9T 45 B, 3R 15
T CGA9IFEI RMikE . CG4911%: 1 [k S bpbk, WA
T CG491IFRIRAEAN i+, K00 T CG491I{ER NG K&
BHIMREEEA A PO RIERCG4911111 D)
BE 4k A 9 N R R Y (I FBXO33 1) Dy g HLA &
BUEH.
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E3 Ubiquitin Ligase Gene CG4911 Gene Knock-out and Function Analysis
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Abstract Protein ubiquitination is an important post-translational modification process involved in cell
cycle regulation, gene transcription, signal transduction, inflammation and stem cell maintenance. Ubiqutin ligase
E3 is an essential enzyme and plays important role in ubiquitin-proteasome process. However, little is known about
its function and molecular mechanism of E3 ligase during development. In this study, Drosophila melanogaster
was used as a model to study the function and molecular mechanism of gene CG4911, which is one of the important
ubiquitin ligases genes. We have generated mutant for CG4911 and construct CG4911-pUAST-VS5 vector as well
as its transgenic lines. The result showed that CG491/ mutant is viable. The protein of CG491/ localized in the
cytoplasm and there was no modification happened with CG4911 when expressed in Hela cells. Furthermore, over
expression of CG4911 leads to the notum developmental defects. In summary, this is the first time to get CG4911
knock out mutant and CG4911 transgenic fly. Also, it’s the first time to uncover a novel F-box gene CG4911 gene
function in developmental contaxts. Our studies provide basis to further clarify the function of ubiquitin ligases and
molecular mechanisms.
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