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Characterization of RNF11 and Progress of It’s Research
in Malignant Tumors

WEI Cheng, LU Bingzhe, MA Dongjiang, FAN Yong, KANG Boxiong, WANG Chen*
(Lanzhou University Second Hospital, Lanzhou 730030, China)

Abstract Members of the ring finger protein family are involved in the regulation of a variety of cellular
activities and are key regulators in the development of disease. RNF11 (ring finger protein 11), a 154-amino acid
residue protein, is a member of the ring finger family of proteins that has attracted widespread interest. RNF11 plays
an important role in cell signaling and transcription factor regulation, particularly in the EGFR, TGF-$ and NF-xB
pathways, and is closely associated with the development of malignant tumors. It is closely associated with the de-
velopment of malignant tumors. Although RNF11 has been shown to be overexpressed in human prostate, colon and
invasive breast cancers, its role as a tumor growth suppressor or promoter remains controversial. This paper reviews
the structure and main biological functions of RNF11 and its role in malignant tumorigenesis and metastasis, and
provides a theoretical basis for further research on therapeutic method and targeted drugs for related diseases.
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BT T3 B, RNF1ITE S g p R 4 G A Y,
ST ELAA 1) T A5 AL 1 A B e B, RNFLLEE B8
H LA R B A e A A2 e v T R — P IR A
A R RNF1H) 2514 5 Dy g, AFRNF11/E %
YRR R R R R A AT IR R, i — Bt 5T
RNF 11 B S AL B

1 LA

RNFIIFEERERL T NI H JetifR1p32.3. RNFI11
B RAER T FLR R I, AR cDNASE e H A 2R 4
R, AR —FEL R B, RNFLL 2D =
ANGERIER: (1) PYZEF(PPPPY), E 2 5 & HWWEE
PSP 3 1 AR BAE BT T3 15 (2) ¥2 2 A BLAE A
H ¥ UIM(ubiquitin interaction motif), ‘& &1z 2 fliZ
FUEALEGHLER; 3) M43, &2 5E2
SEA FTL T I (FEILC-31, B 1), 387 AHEALE3 G 1
RNF 1136 A 2 V5 22 W] (e 0 757 235 M B B IR A A7 1,
DA Je—AN14-3-345 G 7 g7, 35X 56 FRNFLUR #E IEH
e FILEAH L N (1) 5 AL R E 2

RNF115 A — AN 1) A &5 B0 7 51, i
H1| FCVFRNF 114 52 7E . RNF1145 ) A7 fEPY 3k
J7, i3 B 5 NEDDAS i (1T WW &S #4380 AH AR A
X —RHIERNF 11BN ME— 7] 2 5 NEDDAFT: X % 1Y)
T B ELAE I B SERE™ . RNF 1) 25 14 76
AN T R v AR S, AELAENA Ui P 465 4 3 8L T 7
TR HESN AT EARAERS S 22 5%, BRI PN R
HESN 0 — /N AURE D e SZRNF 1420, RNF11)
CR I X HE2iZ 2 45 4 B A At 45 2 (AR BLAE
H, BAE A G2 FEEME . UM —FiE

PY sequence motif
Mpyristorylation  (PPPPY)

PP

@ 1)

1 36 40

|

ITCH
NEDD4
WWP1/2
SMURF1/2

I, BASA 2z =tz 23 Dhael,
SR, UIM AR AFAE H 28 1 AN A& w5 B AR S 1 22 3 R
%I 7 1A 20D RE W A7 E 4 1. RHESAZE!MR
I, RNFUFIUIMEE RSN 52 R 4G, TIEA UK
FEE31Z IR, KX FRNFIMENZ R4 &
AL BIE A Fradt— B0 58, DAE A FLR i pLI B2
B MR PR IR KR . ERNFIIFRSE M &E —
ASAKTH#EFR AL AT S(T135), Z A7 AL T 14-3-355 & [X
P, RNFULI DRG0 R 7R IR B R 52 AK T
U281, AKTXRNF LR AT 520 g (1 T, i
RNF 11 7] G RCAEIE VA 7 I AR HOB B8 7 AT

2 RNFIIIFRIESEL
2.1 RNFUZEZHBEHHYEL

LR AN E AR E R B R E . £
T 5E PR AP R DA ELAE AR, AT DUE S et e — 2
AF A 1) B B 1 1R 40 B e it — 2D R 2R e VA R —£6r
MR E A DA . SANTONICOZE! AN
e RA T, RNFLI/EAH M A 2 389 50 A, F 2540
T B AR AR A I A /MA . T XS RNF 112544 7
BRI, RNF1LE N S5 Ao HAER e RS T 5
P20 L I 4 A R AN ] A 0T i SCHARAW
IS\ CNRNFE ARG iz 5 g st b, 53R %
K A1 (epidermal growth factor, EGF) Il A
K5 RNF11 LA PI3K/AK TS 77 2t BLAE 40 i %
H1. PRIVMANZ: A, RNF11IE A7 5 8404
KA -7 -B(transforming growth factor-B, TGF-B)if 4%
H12, RNFLLZERUR 4 R 9 555 40 R
EFUR I, A ) 5E f7 22 7 5 RNF L &5 R B AR O

RING-H2

L EmmE [ e—

80 98 T135 139 154

|

AKT phosphorylation

RNF11E—A> 154 M R i A0, BT AL A AN 2 A BERR L A . RNFIER A R 2P AL4E: (1) PYSEFP(RERTL); (2) 23

HARFZE (R ); (3) FRH2EE MG (). A7 TFRIX A/ 14-3-3

B R(EL ), fEH RS — A AKTRERRAL LA T35,

RNFI1 is a 154 amino acid protein with a modular structural domain and multiple phosphorylation sites. The main motifs of the RNF11 protein include

(1) the PY motif (light green); (2) the ubiquitin interaction motif (orange-red); and (3) the cyclic H2 structural domain (yellow). Located within the loop

region is the 14-3-3 binding site (red), in which contains an AKT phosphorylation site T135.
El1l RNFUMEBRRFFIFZEmE

Fig.1 Protein sequence and structural domain of RNF11
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RNF11LEA Z A EY 2D 6E, (H 2 2 Fhod 2 Wi ¥y
[F) I FTRNF 1L B AR R 2R WLk 75 223 — 20 1wt
It
2.2 RNFUZERER AP RIANAR IR
FEAR N, RNFLLEE ) LF I A 4 03k 1 25 24 vh R
AAFIFEE P RIL, (0 BARTE MR 30 & sk
AR IE AR e . WA R, fEIR AR
JiEE H, RNF 11k SR10 78 B AR AN A 410 i g o,
RNF 11U R AP, [F] i, RNF11TE & 40 i b R &
() EAR AL M A AR S IRV LR . R
&3 g e R I e Fib 8 Hh RINF 11 = 8 3 1k 746 9o 400 i P 4
PR H AR A . B RSk S TP RNF 1 3 23R
IETEAN ALY FEAF IR, RNFIIRIA & 53R 1A
BAREAL AN ], 26 BIRNF 11 35 4008 38 2 12 9 1
FAA 48, $ERRNF1LZE R & A K S8 1 72 A 17
TE IR N B .

3 RNFUREIFINEE
3.1 RNFUZTGF-B{ESiBEEhAThAE
TGF-B A KM H 7 K rIa, 25
TE BN R, A K . A b. ETRAN
fiz 0%, TGF-BI5 5 5% 5 5 % 55 45 4 4 21050
T YAV R i S 29 1) R TR AT LA A D62,
RNF11/2 TGF-BH IE A E 4 K 7. ERNF11[

LER R AFAEPY LT, 7] 5 SMURF2 I WW 45 #4380 H.
YEF. SMURF2# —Fh E31%#:0 , J& T NEDD4K %,
CUB% UF B AT B4 TGF-PA5 5 0 BR 1) 2 Al sy 2. 78
TGE-BHI3 T, SMURF2#1Smad77E il % N I 2 &
Y, B r B, SR 5 7R i 2R AR, WOETGF-B
AR A TR E3-E R, 12 RIS TGF-p2
RIFRE A BEAREAT, TS TGE-BIE 5 A& 1k 29,
TEEAR T, SMURF2{Z 2 A6 AT 8 RNF 11 (1) 321k 528
LB, FETGF-BES MG N, 28 kA 75 2
RNF11-SMURF2E &R KJE A RNF11H1 SMURF2
S5 A7 B N IR S RNE TR 25 #3818 15 50 3 1k
FThEe S &, —J7TH, RNF1PY T &
SMURF2[¥7WW 25 14 335 20 2% ¥ i A2 52 1 52 & W BT
T, W T RNFLLAAT 52 Rk
FHIM 4% RS, 5 —J7 T, RNF11E [ A Ag i 4
il Smad7MISMURF22 [ (I AH EHAEH, #E— 2 01 i
HTGF-Bi& 4245 5% 1) H A E3 % £ i 5 e i o2 M1
SLIHTGF-B15 5 % 29, RNFILIEH LLS 2592 K
AMSHZE &27, $5451Smad4 Xt TGF-BI5 5 38 1% 1 30 1)
TEH (E12).
3.2 EGFRIESEE

R A KR 75244 (epidermal growth factor re-
ceptor, EGFR)J& T~ B 2 BRI 2 R R B i, 3-8
AFRIhRER A B A LUK B AR T, 250

RNF11 regulates the TGF-f signaling pathway

DV<ITGF
¥ Yy
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R
/;'l\+

Cell nucleus

[> TGF-B

o000 0oo Debris

mad4
Smad7)

(RNFID

T Represents positive promotion

\LX Represents negative inhibition

# Move towards

RNF 11 A1 45 & SMURF 2SI TGE-BIm % 1k i 73 B At [R]IN AT 45 & AMSHEH 1E Smads X TGF- B3 i i) 1 1 o
RNF11 can inhibit the degradation of active components of TGF-p pathway by binding SMURF?2, etc.; meanwhile, it can bind AMSH to block the inhi-

bition of TGF-B pathway by Smads.

El2 RNFUXTGF-BIESEHEIETER
Fig.2 The regulatory effect of RNF11 on TGF-p signaling pathway
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5k

P N AT T, A R i 24 1 A AR
TEIEEE LT, 4000 G 2 Pl a] DL 25 1 5
XUEE ), AHEAE K K7 R IE R, CAAE S R
Pty HL A A5 5 30 B R T B X 2 AR B IS 5 R 1
G T 20, 2Rz R AR EGFR S 5 IS Bk 14 /i
HRVHE T LI KRGS, RNF1LE (23 E B
PEXTEGFRIIPBEf# T HEGFRAE 52,

SCHARAW % US55 B, EGF I AT PAE 57
P b 18 T & B EGFR M PN J5 9 21 J5i S 1) 5 iz
X% fE EGFR¥GZ i fEH , WA EE A &1k 1 (coat
protein complex II, COP I1)414;SEC23B. SEC24B#l
SEC24D R A T i, iX 46 COP L4 i 75 %
RNFI1Z 5., dubaTHER HRNF1E A8 TEGFR
IR s, I X — IR 0 S5 A1 AT e 5
JifRg A k4% . XTRNF 1S5 MBI 70K B, RNF1138
i$ 5 ANKRDI13E A KR UIMIX B30 HAER, 1F
FFECARI0E i EGFR. ANKRDI3%& FA1/E N0 T3¢
28 (R BEBGE I EGFRAIE3E £ BHITCH S RNF11.2
(R T R . BARHLEI T 62 £ EGF 3 il &

FrRNF 1A BH 1 ZE 7R % I #0800 A, WL IEGFR S
2 REA G B AR B AR B AR (E3)P. RNFILIK
T G T BRI AR DG S G ) T AR i VA B PR AR EGFR, 1
HIRNF 111 [/ i # EGFRE 5 18 5 .

3.3 NF-xBESi&ig

KWLk, T NF-«xBili i 5 &5 K 4E K
JAH G B2 32 AL T 28 40 R DR o 4 R A
%-1(interleukin-1, IL-1)A1 8 PR FE K F-a(tumor ne-
crosis factor-a, TNF-o))%f NF-xB{J % , UL f NF-xB
RAEAE FH R 75 Fo Al AR 28 R 7+ 193834 ). ELAINE
Ay, RNFLIAIZ #miE 8 A A206 % ;
RNF 111 A 5 2B AL AN PY 45 K380 2) 1) 521 NF -« B 15
SN R EEABA205ITCHI S & .

PRI, RNF11A] 47 ) i 5 Y () NF-«BfE 5. H
WFFE I, NF-kBIEUE IR SET (3] B AL 48 A207E A (1)
VP L 30 2 ), E R o RNF LR {E N B33
B REINRE, /& A201Z R 2 A 5 — A&
B RGH o 1%E A R OR R B R R A T
TAX1BP1. ITCHAIRIP1HHLA (El4)*T, S8T, Wi

RNF11 regulates the EGFR signaling pathway

XEGF R ligand

RRRAARATRARRR
vwwwlww
.O.E.GFRligand ‘gr

| EGFR receptor _Co

Endoplasmic reticulum

UIM
{JIM Cytoplasm
Al 1 Cell nucleus
COPII

T Represents positive promotion

\LX Represents negative inhibition

RNF112 5EGFRI1#12, BT 45 £ ANKRD 13 [ KR EGFRIZ 214 54 TR B A P AR o
RNF11 is involved in EGFR transport and is degraded by lysosomes after promoting EGFR ubiquitination through binding to the ANKRD13 protein

family.

E3 RNFUTNEAEGFRIESEEE
Fig.3 RNF11 down-regulates the EGFR signaling pathway
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RNF11 regulates the NF-kB signaling pathway

Sk s 4
RRRRRARIRRRARRRARARAR
YYYYYYPQYYYYYYYYYY

@@@\X$WJ

e
= eo0o
Cytoplasm
Cell nucleus PS‘

NF-«xB

7 XK O OO

o >0

AR
'

o >0

RRRRRARR
YYYYYYY
Debris

) Phosphorylation

£k
@

T Represents positive promotion

X L
\l/ Represents negative inhibition

RNF11iid 5A20. TAX1BP1. ITCHHMRIP1AEF{FFIFENF-kBA5E it B v R 4% i AR A
RNF11 plays a negative regulatory role in the NF-«B signaling pathway by interacting with A20, TAX1BP1, ITCH and RIP1.
[El4 RNF11IE#ENF-xBI5 S i@
Fig.4 RNF11 regulates the NF-kB signaling pathway

KPP A AR T5 5 A B, NOULAZE B
P2 AT BE LA N TAX I BP1LESer593 H1Ser624 4%
7 FHEIRIL, (HRA2012 R4 iE R &R R Hi &
VE G 5 B3t — 0 (B 9, A8 Tt B F D
(BT 2% 2590

4 RNF7EEM S AR R

1B AR R L FE H, RNF L S8 B R
PEE B DFFLR Y], RNFI11S JUARE B2 .
B, 8. A AR EESYEER. W
AT RINF 11 R J98d 112 W7 A6 7 (LB 1 05
N TG 00 ) e ) A AL A% % H AT FC I — A B
Ji Al
4.1 RNFUEIBRESHER

FU MG AH 5% B0 RNF 1135 [R5 0] A2 I & 25 i g
{515 R B A% BR 1) cDNASC I 20 B8 R 1 B TR
P, RNF 112 AR IEMEFL IR ik, 78 B IEA
Fij 51 J Jirb g AR ek o a3 X RNF 11 &5 R ifF 7
KIL, RNF111# PY 27 5 SMURF2 1) WW & & 45 14
WAHEAEH , 5 TGF-pE 55 S K., 25

FW], TGF-BIE 5 M 1A k6 SRR F BY,
SUBRAMANIAM%: PN Ry, RNFI1 572 R E245 &
PR B3 BB AE EAE PRI mT e e 2t e A ik
FEAPRE 2 YD I B A . WA K RNF 1135 IR P ) AR
LR g8 AN L Ath g 5 1R 20 712 W YR 97 T T HE A
e ANEEH TR, LIZPR L, RNF11HE 5
AMSHI#FTIZ #4b, FEH B 26SHE A M 14 AR, &
B] TRNF114" 5 [ AMSHP fift 78 7L i3 e v B
EAER .. X ULHH, RNFUIAMCE A RES S5 2 M
JEORE A S 40 M3 AR . RNF LS A0 KA
GE S, MIRIEEILIRE PRI . FEFLIR R
W, EGFRITE BA A AT e 34 0 LR 1 R, 3k
— R AR 22 . BURGERZ A NRNF11H]
BH T 7 Smad 7% TGF-BA5 5 7% T+ 4 M 33 58 A0 7
R A AE . e Ak, H BT T RNF1LLE FL R
HH ) R I ) 98 3 P L R T PR A, T
28 A (R FLARIE SR Z WE S . BT S E 4 WIFIRNE 112
5 ) P EGFRIB K, X — ML rI7E—EF2RE {2
BERNF R MR A, (A TR A R 2%
FhHLH] 0 B 5 45, PRt EGFROE B 1 41711 45 7T g
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TE— 58 P2 AR 33k e 8 A O 1) 6 Ah 38 26 10 s, {6
RNF 117E M8 % 7 55 12 1 1 1 72w 3R B0 e e 1
Fo DRI, LRI A S5 RNF AR 9% i AR 8 4% AL il
J FCRNF 1140 e] 34 55 7 e R I MR AR B 75 EE RN
AT, AR JE s AATTE— 20 224248 5RNF11% 1)
FHOGIIE %, JF % B RE R (B3I R il 770, A fie
R VR T IR S R
4.2 RNFUEEGZREHHIER

OB R R FRNEERRENZ —, FhN
©BE mE BT RS, B
(R EAE TN AN RN, — BOR BRI B, &
HAEAFEBTEW, Hik, HA E T R% 5%
1R IFAL, A 0] LA AT 6 R 97 . RNF11
e — Mgk _E AR ST FIFR-H2 B3R, WANGEE®)
ICARNF1/E 2 (0 2000 (1 R A2 R B Pt R EH
WF T8 R B, RNF 11 R (1 R 3 BAIG 7 28 €0 30087 4t g
(44 N 5 8%, RNF1IE: R R A 38 0 7 B 508
Y AR B RS . RNFLEBE B ZORER it S
HIMBR TGF-BE S S K. AR, FRORE
R R, RNFIVRIEEH 7 A E . 1%
WS MAAAEAR L. B4, WG NI R 5 e
RN . 122288 J1FRAR, (H2 15 i T &
o S 200 PR A5 22 1 3 ol 22 S e AR T B HLK, R
Wi GLRNF 115 [R5 6 A 18 3] 56 A bk 12 5 R 1) 2k
R, hRESLI0 45 R OIE EBAR; &Ja, ZHF AR ARBT
RNF 11K A=A F L6 7 T BT, 25 b, dnfal 58
Ui b R FHRNF LR & HE 400 o) B8 €8 35980 76 7% 1 24597,
RARKH — AR H . F, B E 2 3L R
Feik— B W HHRNF 11 J5 & 2% 1 3 AL R 5 A0 ¢
(A 5 30 % AR AR AL — AN BBy ), 1X A
FUIHERNF 11 ¥ Th G i 72 b ke 32 54 B9 HL A,
N FHRNF 1URIF R %P ogs 5 R0 B )y T 25908
A R A
4.3 RNFUZEBEFHIER

TE 4= BR DA o 5 SO0 T IR E 7 R,
He4 568 = AR 2508 MR e B e, [F, TR
T 15 98 1 21 4 2 R0 B AR A X 1 e R AT 40 28,
7 B 25T R 7 T, RNFLIW R 3% 25 A AE
WANGZEHILE 259 i i 45 & Ios o 4 AE F T2 it
B R ARG T T R TR, BT 2N
3E 5 JE B2 g B M O (1 55 S 41 4y 1, RNF LI i 5%
RIEK TR BRI M. RNFIIS 5 Z (5

SR, AT LLESZEGEFREUE EGFRAE 5 8 B 77 1
% f#. /N T $ERNA(small interfering RNA, SiRNA)
1 B e A A s BRRNF LIBT3 0 T i 983 40 i
AR JE M BURPESL, RNFITPTER S &3R8 e Bk
A K T EGFRAE 5 L N7 7 AK T B 2 46 7K
S, X BAESE T RNF1E NEGERINHIF Py 7 i
PRI 23 3 00 R T g0 AR R O B A A
I PRS0 FHER S V87 Mg e it 107 2, A7 B e
B MMAAIR ST IR S . RNF L 2546 A, 5

BERR AL A 55 5 EGFRAE 5 8 % 1 B G 1 42 00 1k i g
(1) % A B2 Hp A ELVE FH, BT DAk — 25 W ARNF 11
R RAE DRt i F2 rh e 4 1A R (R g 00 A2 4
o[RBT, FRATET LAXS 2 5RNF1LE (A S 259
BEATHIFT, AT VTG N ST i A7 25 0 97 2%
T it 254, 28 Bt S B A T A £ E R
4.4 RNFUZELI4P0 M B Ifw+ A1E A

TE SEAR A R P RNFLLR % 7 B8R . (A
I R 7L 3 B, RNF115 MR GBS . &
PR T 40 B 1 1 s 2 — o LI S BE AR I,
DR LR 1) B 2T 40 M 385 8 3R AR AR T A3 31 G . 4R
M, A2 AW UG A TT RO 2,
CHENZWVR B, B3z % 8 I H M TWW &S 14
LA RNF11 L ErbB2F1 EGFRI¥ 1A , 1 ErbB2
TELLYN M I R P B TR, WWES R I
R ERNFLIPY 2L 7. AT RER & A H L
A WWP LB f1#] RNF11, 1 ErbB2F1 EGFR/K -,
A2 33E 41 0 18 5 . WWP1AIRNF 115X & i 2 ErbB2 1
EGFRIIZKF U T (5 5 il B I 5 e stk — 2Dt
FLR I, WWPITE Z P o k5 E2/EH, SEGFR
5T E VIS, JiCHE H 7 RNF11/EEGFRIf
A S ARTTT, WWP1HMERNF11 & 35 4F
(RIVEGRML IR 75 B8 22 (RIF 5T, (RN, RNF1I3E [N £E
ZL P 1 I 2 W AR I I AR R S o T R
G AR HE BN Z o BT RNFLLE 0 A e 7 1)
7 5 SR 23 A R R e R FER AR A F ECE
Fe A, Rk, —ANE E AT A2 B ARNF1LAE
AN [7) ST A 9 240 e B A [ el 30 o £ s Aoz, DA R WF 9
RNFUTEARIZRAUENE MR H R 1 RIA E R, 5638
RNF 1125 8 kAR R R IR Z AL .
4.5 RNFUZEHMEMHMESER

L (A 7T Barrett & % (barrett’s esophagus, BE)
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] £ &7 I 9% (esophageal adenocarcinoma, EAC)#4 1L
IR, R I Z0d 2 1 AR 5 RNF1A &2 AH K
PE. WANGZEE ik 5 PR 6 45 A 0 ak #H 56 JE [
JF i I S22 2 PCR. TMAFI Western blot%s
UEBIRNF11/EBEM EACH] A& f 1ot 72 H kg S84 H .
EACIIRERER—NE R EZHR. ZHTRNE R
REFERL H A RNF 1R A K T e 2 S BEE
BTN A Rt — 0 T A5 57— B0 i 1
HE 78 & B, miR-425-5Sp /e i Jes 4 40 A 1 0k i 5
A, o B AT A U R I, R AR A % S miR-
425-5p/K 1 B B2 < BB, miR-425-5p ) = % ik T 5
RNF113) 68 Z L, (i 32F 98 1 K 26 K g« miR-425-
SpfE A S3 T b W HE A RNF L 3E BT 6 40 i 28 58
IEAEEY, NI B2 W AYE TT SR LR I S AT . %A
FAERL KTt — B R RRNF 1 _ R % 5 s &
A ORZR, R IR (1 2 W R A S B ik
RNFILKIEER RS 5 ZMES B, 058 5
VB NE3Z R R AEREE IR . RNFLLG R
NF-kBf5 5@ ¥, A 7] fe W5 B3z &= & G
[va) B AR PR R R b AR R A SR B R, BRI
g F; (ERRNF1AG 6 1 HARAE 58 2% 1 ik —
BWOEA T ReFE UM RIS E R, TE2 MR &R
IR E N RICAEER . IRAIRERNFIZ R
T REBETE R 55 S IE S 2 A RO R, AT R
By 7 RNF 11 R I HH 29 1 FH 3 2 #0091 FH 445 R
TEFE . RNF117E At 8 14 8 o 14 FH 75 2 58 2 11
I PRAFE 52, — AN HE [ 7 7] 2 B SERNF1LE AN ] i
Jo HH 11 T8 R 1Y) 22 S RE Je g S [) R A B T R 11 L
PRIRFENL, DAE I A A DT I PRYR T

5 RE

RNF 112 — P40 i 2 Fih AR i 7% 20 i 45 1 82
TERM&EA R, BAFERI6E, G & A s,
(S T AL M AL 5 B . A, RNFI1E 2
i ¥ 2 M EEE S IEE, B TGF-p. EGFRFI
NF-«Bf5 51l 8%, Wi AA7 . EmEAamET%EL
ol 2B 3 IE AR, 7E 2 1 TR 11 R A R R S B S R A
M. RNFIIIEZ5EARIZ #=MA. 5%, RNF11
A LRIZ e hnid R E R, SEGLRE. HIR,
RNFILE R LT S 594Kk & RNz &=
1t.

CUA B I PR B 50 38 B, AS [R] g 2 24 RNF 11

HAMREKFZERER. BRVFZ MR
FUIRIERNF 118 LR H A rh i3k, SR, H AT
(5] P &b i AT R H B RINF 1L AR S5 1 40 ol 55,
TEAR SR FEIRT 08811 752 75 i 28 K L 2 HLi] o x
TRNF11Z 5 LR M5 5 i 1 AR B S5
I 7 E PRI TE, AR R R A R T i R
TEIEAT fs it — P BT o
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