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Mitofusin-2 gene and neoplasms
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[# E] bR REN-2( mitofusin2 gene, Mfn-2 ) JEAFE F T LML SN 1 — b 1 5E 40 8 2 [, 76 45 Lok R IR 25
DIRESE IR HEAE . R DI IARWIRA  Mfn-2 TR IS 55 5 BB AU 85 X 0 T 45 AR dmad 7 P AR T H 2 2
B o TR A A 40 e P30 B e U T AN R S DR O, DRI, e 400 4 A T2 200 60 ) o 2 96 B i 2 240 M 9 1 2 B H AT RS
WAL o Mfn-2 80 22 250 B 5 5 20 b IR A2 A QA 2% 9 94 8 R 04 1, stk e i D) BB IR 2 T RS R 2 | & g 119
BN . Mfn-2 EVFZ IR AP IR L , HARIRNG D05 R s B B K A Wy~ 4 7 DR B DR 5%, 31708 A T BE 0T 1) 410 2
s[RI, Mfn-2 32 F35- 5 AR IRZR TATR( cycloheximide , CHX ) A5 A0TT 25 W15 1 HLA P [RIVE L $2 708 B AT R A7 43 B0 A

TR ST o AR SO Mfn-2 RDRES IR A A R R 5 28 SR 2 T U SR e e R HEA T 2500

[ 488 ] ZehitRmb o 2R -2 e (5 5@ 0 B EYT
[ FEHZES ] R730.2 [ XEkiRERAG ] A

R A Bl -4 2 3L [ 2( mitofusin-2 gene , Mfn-2 )
SELRLRRLG B R I, AT 3 1 22 5515 5 A
TERAA R DI BE, Z 5 A0 M A G B A T TR,
Mifn-2 AE S — T B4 i AH G L TR, BE 6% 410 i) 2 Ao
g S A M R S A . PR, XS Mfn-2 AHOGAE
Ol EATRR AR T, R B B PR T AR A T —
AN B

1 Mfn-2 FHFRERFAE

Mfn-2 J2th 3 [ 2 3 BROGERAE 1 7E 1997 4R
MES B REARDERB N —DHERN. BE5,
Santel 252 1] JMfn-2 Al AR HEZR R B AL A, H
SERARIEE S MIIREA & B TICHR, ity
%R RS FE L -2 (mitofusin 2, Mfn-2 )",
Chen %5 Y& BRIFHIE , Mfn-2 7T B 58 Hb 400 51 160
T LA A A, 0 1005 2 B ) B4 B RS
I, I HIOE S AL D Ak, A R RELE 20 A
1, DRI S 0 B TR iy 44 Sk 20 g A o]k
( hyperplasia suppressor gene , HSG ).

Hofmann 25 * & 3, Mfn-2 7 T A 1 54 ik
JERE 36. 22 (i E b UK VR 22 IR 9 A e
X Mfn-2 55 8h+ FiF - 837 % - 817 bp #77E
THRETE 2o 41k W) Tl K 3 58 00 D80S 32 AR B N T R
( peroxisome proliferator-activated receptor response el-
ement, PPRE 347551, —413 & - 398 177E M
EIKZAK( estrogen related receptor, ERR )45 JT
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O e LA Bl g 2 B fig B AR 45 O T R A
FEMEM . Mfn-2 FEFE G5 H 757 SR IER LR
IR ZE AR 1, N AR AT GTP F&s F9 3, C R
Ui A MR DX, SRR DX 2% A — K X LTS
HIZHEC coiled-coil ), 75 fil & LR AR mL A p HoAA %
TERT S

2 Mfn-2 &M AERETIER

2.1 Mfn-2 EERBAREMAT a9

LRRE S UL SA MM T kKT ME
PE 5155 | 4l A 53 24 B2 0 P 4% ( reactive oxygen
species, ROS =W 8 Zobifh sl )1 ¢ A5 Zohn
PRI EL A 5 o 2407, 23 G TR i 45 4R IR 25 4
Mfn-2 {30 TERARINEE , i 3K Mfn-2 REMELRL A
LEARRRRE IR Wi Mfn-2 BOANAE , H2Rokr (Al &
BRI B AR, 3R M2 B 548 R KaA 1 &
A T K A Mfn-2 IR A, B
MR Bob AR | 3 BRI T B W i 0 48 i A
T2, HOATRE 2 M K0 Mfn-2 5 FFEZR AR S
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i) il 52 A R 9 B T o e, AT 0 o i
*%( 10WO
2.2 Mfn-2 *FE&FART AR89 R

Mfn-2 XTERRLRIA T RE A HEL W, B4k
KA R i 7 T R B R AR B £ AR 48U B mieD-
NA Sl hn o) am ] Mn-2 FePH 365k ] AR
HIWEAEAL SR AR LA B 20 R, 3o Rk 5 |
AL W 52 G S A 2 A R 240 AR Dt ) ) P 3
Y Pich 25 B UHFSY R, 7E LOE9 LA
Mfn-2 TP R ) R AR AT 5 S ORLARIT T 55 2 &
T VIV .V RIZACE TG #HEW Mfn-2 BT REIE 52
N WP A2 45 W0 P 2 8 N P DT R 2ok A X
W SRR RS X 2k $7 28 R A& DNA( mitochondrial
DNA,mtDNA ) (9 T 68 . By 1k H 58 22 8 % ¢ B Ak
FIS L R Mfn-2 BERHG S 20 miDNA f Bk
1M mtDNA G LA PR I W 4% AH 5C 1 13 2 11
i Mfn-2 DRE S H AT BE 52 M P 0 B (%) T 6 , 22F 17 i
IR BE ARSI RE RO B T W 5 g
e 3 T VR I 5RO P Tt P s 240 o e G AR e A
AR, K IR A G I Drp-1C 2k iR 43 2441
KEEH )G Mfn-2 HERiiAR s 58 SRl &R, T3k
A K 4 M D BE R L o

Chen %" B 5% 3 W], Mfn-2 {E & Parkin
( PARK2 SEH gt i —Fh AR 1, B E3 2 R
LB ) 2K, R RAR TR R 21T R4
PRBE . Parkin 5 55 2RI Mn-2 256 5 204l
Mo E% . Parkin 4R34 PTEN 3% K% S04 W% 1( PTEN
induced putative kinase 1, PINK1 ) %5 & Mfm-2, 4
PINK1 7K -3k 2| — & B2 B8 I, 234 (o7 T~ 2Rk 44 2 1
(1) Mfn-2 BERRAY , T 255 JA Y Parkin 43+, St
T BR R A SR R

3 Mfun-2 5phyg

Mfn-2 W] REJE — P = S A L R, B B
Moz sE AR P TR, T Mfn-2 2635 5% ST g
TR & R R RN 0
3.1 Mfn-2 2 8P RF 95 2028 P o Rk A & 5L

LI R, Mfn-2 7E 22 b i 20 41
RFRE , HILFRIR NG 005 e Joq BRI I A W) 244 T
HEYIAG

S A 2T R I, Mfn-2 145 B e 4 41
23K, 1M Mfn-2 F1 VEGF 1438 3k 14 15 Jith 98 43 1k 72
JEE TCAH I, 55 I Je bk L8 45 2 B AR DA 383 10 %5
YA 9 H, Mfn-2 WARFRIAF VEGF 1Y = ik 12

EN, 7810 NN 8 DR N S5 e o N S G e
FW, 5957 IE W FUR A UM L, Mfa-2 mRNA 2R
HEFLIR AL S P i e 2k I i R, 5 LR 1
(RN REE B % U0 5. Qu %2 LB, T
Mfn-2 FHEPR 2 G fife 2R ok LIl R BRARF I A ) 18 52
M), 55 FE AR MR RN AR BE R HBV L AH
F( P <0.05). BJG, 765 e Al 40> il i 41
g1 el B SR .
3.2 Mfn-2 H5AvHEmAegsh Ao R AT 5 AR

Mfn-2 RE4% 38 i 22 4538 I 52 ) Jib 9o 40 P 1 34
. TE Mfn-2 3, Ras (5 S 3EFAL T Mfn-2 4t
MR IR T 5155 7792 £ ( N-DVKGYLSK VRGIS-
EVL-C ) BB Ras (55375, Mfn-2 2% 25 7 4]
YR B IME 5 JH T B extracellular regulated protein
kinase 1/2, ERK1/2 @R 40 o A= K, 32
7N Mfn-2 FE R0 38 58 7T B8 & 38 i Ras-Raf-MEK -
ERK1/2 - MAPK 15 538 B R 84 19, Mm-2 5
Ras 456 0061 L35 Ak , 28 i BH W ERK1/2 B30,
2T BUA M R AR T Gy G, . 5 R
Mfn-2 fig 1 1% 20 At J5 399 25 3 3 ( cyclin-dependent
kinases , CDK )#IHI5] P21 . P27 By ik, S8 ERK1/
2 AL SZ B A0 IE T AE SRR sk
£ MDA-MB-231 Zi it ik 52 73X — 8, 3 & Bt
FEIK Mfn-2 ] 300 ] L B 95 40 B AR A1 1 5 K iR RS
Wang %52 % B, 76 P95 20 M0 v 3 36 38 Mfn-2 738
Ik b AR 240 AR B BRI FIC eyelin de-
pendent kinase inhibitor, CKI Y FEIR AR 4 it 4% 1
FEPTIE( proliferating cell nuclear antigen, PCNA )3
ik AT GG, Wl EARSE g &,
BEYY Mfn-2 KD SE0 MCF-7 403 A I BH#E T S 1,
X AR Mfn-2 LD Ras £ FH3E 5%, CDK2 Al
CDK4 MG VRISl . BRI Z AN, Mfn-2 i W] e o
REARR Rb AR T /K - 10 52 i 40 L 1 5

Wu 2% Mfn-2 (PURE/EIEST T S R SE
HIBFSE  TE R 4RI 22 A549 Hela HT-29 I MCF-7
FAEH AEK4NE & BJ 102 Al HEK293 rpid &1k
Mfn-2 , R IRILREAE 75 T I e 240 ML 08 1, 10 % E 8 44
AR, Guo %HHEW,,an-Z CIEE N
TEF UL AR Y B4 5, -3 o BT Ras-PI3K-Akt {55
B D LR ARG IR T8 1 Bel-2 A EREK DL R
LRIR Bax M B TR PR EER C
BB L AT caspase-9 | caspase-3 BTG , M 75 5 4
MO T R KA . TE 2 s 240 i 2R v R R B A
S Fk Mfn-2, FES R LR R R R 1
(], At S B LR IR H 37 R 3 S B3R C YRR
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VA Mfn-2 FERIK AT S ECA A KA, 3N TE 4k
caspase-3 [ 77 = il DNA &% [ poly( ADP-ribose )
polymerase , PARP JiY 24 fif , DT A1 22 9 40 A A 4 12
A, T4 R TR, Mifn-2 0 968 200 i 14 5 ) 3
— G AL T Bax 8 KA 2 A S

Chen 253 BF 58 R TR, Mfn-2 %of 22 o Jidv s 4% A% 20
il R HLA U KA T R T AR R LR
FRAHAIRR BM-1, H HAG T8 FE VR FH W 5 QT e 100 o)
FEH p53. Wang L2038 5 ok A PRI S S B B IE
S2,P53 B A HLELS A E M2 a3 7 L OFH
Mfn-2 LIRS P53 1177 20 1R H mRNA FIER K
- DR A E— A5 UE I, PS3 1 R HF A= A M-
2 JABhFIE I, M AR TO AR . R Mfn-2
SEIERFE pS3 VAR A FESLIA , 7630 ] 40 M 1 5 e
R T KR e g 0 i Ay T 4 AR

Mfn-2 625 SR F N 5T 9 (] 34 422 (0 1,
1 K Mfn-2 BB 30 2R P4 S5 19 18] 14 5 28 B2 44
JHXT A5 B 15 5 B RO, I 1T DRI I 344 o 41 i X6 45 5
TS T A R Ma S50 R PR M
( estradiol , E2 ) & 1% 18 o 71 12 44 it M i) =k 2> A
FLIRIEE MCF-7 40 rh Mfn-2 363k, ELEERE 2 40
H9FH TR BB 1 1Y 1Y 58 ; 17 MCF-7 20 M %% % Mfn-2
FIREAR, BEHNH] E2 /519 PCNA % L F1 MCF-7
(R , 1% Yl Wt 4 2R 52 1 B( Estrogen receptor B,
ERB ) A4 E2 A 510 Mfn-2 (T 98, M\ i ik B
ERB AL I8 Mfn-2 K40 E2 /-S04 MCF-7 2
M5 FIE RS . T Sastre-Serra 2500 & B0 T A0 & 11
ML E2 fEHT MCF-7 4033 Mfn-2 mRNA By
Ik R R 2 ICT 182, 780( — Frlbie a8 o4 fire sk
W ZRB 258 VAL TR MCF-7 4HM 0 Mf-2 i3
KA

Mfn-2 VI8 Ik 22 5% 38 [ A 5 ek g A48 e ey 348 B %
PR, TR R 200 B Ak 0 17 2 5 1T R 5 A (] A e
KRR Mfn-2 FhKFRARESBRA KT,
3.3 Mfn-2 ¥ A sy SR

Mifn-2 W38 1k 22 Fofr i A2 400 1l ek 5 0 358 5 R 412
PR, B8 L] g R AT B B B . B AR
ST IS e B, MCF-7 40 RAE 55 Y Mfn-2 4K 5
LI, AR B AE S 15 S ik 32/ E T S B4
JiL, L Mifn-2 F5 9% J5 16 g A i A D IR VE A LB
35 HARY T AU . E— 2 i A FLARE R RS A
P68 PTG A 200 M 9 e e Mifn-2 BE DR, R B 968 2H 4L 400 i
PIAN I S bR S W) Ki-67 ek THE, 278 Mfn-2 7
T e A A A [ s, B0 T A0 B A v A T Ak

Y7 20T 1 B 6 K ) ek S8 0 B R 4 ) R PRI
Mfn-2 A BERRAL P BUBPE RO MR . Y 7E R R
RS IRUESE , Mfn-2 RT3 M 0 & A TR e
JEE Mfn-2 3K 7K P30 09 N 8% HeLla S3 4
JfL 382 3% 3R A A il R 968 AS49 4 i, Ah TR 4
Mifn-2 568 BH 0400 1 P9 4 R 9 385 5, 106 B Mfn-2 149
PIVE AT N RYE Mfn-2 387K 5F H,
H 5T E B cycloheximide , CHX ) Jf FH A 184 58 i
AN X CHX MR E, EAhRIERM. T8
AEOEAT Y Mifn-2 1A TR DR 1 I o 9 40 B A £
FABFZE R, MR Mifn-2 356 DR B YL 6 45 9 IR s e
Y X P9 2 ) 86 B A P B A g
W5 Y EGFR-Mfn-2 & T47D 40 & 7] LLF& 5 &
FIKk Mfn-2 , KL Mfn-2 T35 TATD 4L/ 2
DA 1 SRR A

4 I &

Mfn-2 RN B0 -5 b s BEE T 12 A= W)~ 45 A
WIS, A A BE R MR TS 92 5 18 45 5 Mfn-2
AMLRERS JA 1y LORLAR Z5 4G I DI RE , i) HL XS 2 Fif Jif 9
LA R BA A H R B T e LM e
Ras {55 0 A1, AL P A5 5 e S 3 g% 114 30 5 1
FHFNA N A 2 T SR A 15 B 5 R, Mfn-2 1A
I HE R RENG SR AL T B BRI B DR
AL T BT
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