LIEGL A4 B I ge s 4., 29 (2015)

43. LR HRWET N7 AFHFE & FERE PRI

2N S
Key words : &% %96, RNF213, MM, TERR T KFBEE W7 R;
FFYAT2ZY IR R B R i 225 0

#

bR b, HENNEBIRKmEIROMZE L [H20RMEE] & XITh2UENICR S5 BEmERECL - T
O O NN RETH ), HEENREROEZLFERE LTHLNTYS, TFE, FLIEDR WO EZME
BnT-& LT RNF2I3EIET#FE L, pRASIK AT Y TICB T B LR DR ZM LM TH L L 2 MG L
D, pR48IOK T HHED H R b RIWEE BV TIEFICEHEICED 5N, pRASIK #HT 5 Z EIC X BFHEY
A 713100 fELAEE 2 B,

Fx X RNFP2I3 RO 7 0 —= v 7 %47\, E3ligase {fitk & ATPase itk % e oEHIc1=—2 %y V7]
ThHbLILEGFW L. F72, €777 4 v 22 RNF2I3 RBEETF NV CRIMEREICHG T LI LaRmasniz L
Lans, AMER L Ro213 7 v 777 b~ ATIREFENIMERZIZRD SN h o 72208 B B TNk
ANV AL BHERIFE TN TH B Akita ¥ 7 A ECH L 72K, Rof213K381% Akita ~ 7 A OHERBHEIT 2 0E$
% Z L ASEEB &, RNF213 H/NEARB R A & o E 2 B3 2 LAURE I 22, fiwvTH 41X RNF213
R4810K DOFEREMANT 24T > 72. pRASIOK # H 95 bR RMEHE LV iPSHRAERL, MENEME (PSECs) ~®
b EAT - 728 25, BH IPSEC TIIETEREEDIL T 2 585 72, RNF213 R4810K il F Bl M4 Rz MiFa bk o B v
TIME e DL T 2 BB L 7228, BRIEWZ L1 sIRNA 12X 5 RNF2I3MHNZ M TR AE B2 52 o 72 9.
CORERIZ ) v Ty by ATRIMERSE 2RO o2 MEFIFE L. 72, RNF213 R4810K 3524 M
WZH#ET 5 MAD2 #HET A2 LT, HRPHEHBIOY ) ARLZEEZBIESREI L, ToOMKEMBIEZEL &
EZOLND Y,

Dl LD, RNF213 R4810K FEHANME RMNLIC G- 2 5B HO NI T 5 2 L1F, b RO
BWTCEDDTEETHLEEZONSL. AR TIZ, RNF2I3% BARBRFFBLO i vivo TORIME~DE % Sl
T5 BT, HREERN RNF2I3EFR IS VAV 22y 7 (Te) 7 AR/ L, K312 X 5K angiogenesis % #
L7

oiji

7 &

BpAE (WT) & %\ i3 pRAT57K (& b pR4ASIOK IZHHY) ZH$ A~V A Ruf213 & CAG 70 E— ¥ —EHI DRI
loxP TR ENAFILRANDPAAFET LI AT 7 PEERL, FRLAI VAT 7 P2 EREB LI OHRL
%, C57BL/6 =W ADZHEINI<A 70l T2 a v L7z HER genotyping 2 & V) Transgene DL 572<
7 A BN L, MARIFRN Cre BE D212, MENEIFRMN Cre ¥~ 7 2 (Tie2 kinase promoter/enhancer-Cre
<TIR) BHBEWIZMEFEHEREW Cre 88~ 7 X (smooth muscle protein 22-alpha promoter-Cre %7 &) & 3Zhg
AT, AN D 5 VISR Raf213 Tg 7 A2 L7 (K1), Rof213 O#REE S0 2w 58303 m 4
WEFEERIN Tg =7 ATV & ) Bl L7 N MR Z, M TFEHRERN Tg <7 220w T KBk % H
WC Western Blotting #:12 & DR L7z (K 2).
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2. Tg=YAIBITBIMENED B\ L FE LR Rnf213 #5553

Tubulin: internal control.

Rnf213 R4757K F 7212 Rnf213 WT % MAE N AFRICHEB T 5 Tg v X2 (O EC-Mut-Tg B £ '@ EC-WT-Tg),
Rnf213 R4757K % M T A RMICHEB$ % Tg w7 2 (@ SMC-Mut-Tg), Rnf213 KO v~ 2 (@ KO) I XU
R X (B WT) O5HO~Y A% 3k L) 28 8 WK T CHE L1k, /NEIWH MRI I X 2 1o i 5 b {5
T %2 4T o 72, & B IC Glutl SIEHMLAIC L D RN EOMEMME £ %= 51l L, angiogenesis % &Fifi L 72.

BRI VER

MRA £ X =T v 7%, EC-Mut-Tg, ECWT-Tg, SMC-Mut-Tg, KO, WT ODWFNIZBWT HIERBERE I
X PIMEzE, HRHRMEDOHE L EORFEIIRD L o7 (M3). T, T2 A—J U VI X 2HERD
WM AT 7275, TXRTOX T ANKERMIZED eh o7 (K 3).
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3. fRERFEMEFE L7- ECMut-Tg, ECWT-Tg, SMC-Mut-Tg, KOBLIUFWT Y7 ADMRIA A= V7,
o AUERI 7% MRA Wif%, T AU 7 T2 s .

S 512, MMERERIC X 2 MBMIME B OZALZ 5Pl L 724528, EC-Mut-Tg DD §XTO< 7 2 THRERHEEETE I
£ 0 BMIMAF A IS L 72012 L, EC-Mut-Tg CRAELRMMERO o7z (K4).
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4. EC-Mut-Tg, EC-WT-Tg, SMC-Mut-Tg, KO BX W WT ¥ AIZB I} A KEEHBETEIC X % angiogenesis.
s REW e KN B A Setaff (200 5 II{R), T INEMIMAE B oER b, H: KBE N #@ERE. 4p
< 0.05 vs WHEEE.

ZOERIL, T ZAETFTNIZBWT, in vitro TOFFE L FMIZ, RNF213 ZREKOMEN R EIHRIMEREIZL S
angiogenesis Z #4252 L 2R LTS, KiFZEIX RNF213 R4810K 4 & 1% angiogenesis DI T Z2/R4 2 &, &
DI ERER 120t U TR AT W AR 2 7RIE L 72 9,

HRMEE

AFEDILFEMZEE X,  FHRKRARFEBER AV ZER O /NRIE RSB X AN RBI, SO GRS s i 7e &
VI —DIEBITTHE. ARERZDIIHI2Y, KWL MR 7272 & T L7z BG4 AR A B <
LEFEY.
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