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Progression of RNA editing in tumor research
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Abstract: RNA editing is involved in the regulation of post-transcriptional RNA, which is uncovered to be
associated with the growth and progression of many cancers, becoming a hot spot of tumor research. It is concluded
that RNA editing contributed to the tumorigenesis process mainly by working on the tumor-related genes, such as
cancer suppressor genes and oncogenes. As the research of RNA editing in tumor continues, the underlying

mechanisms may be further elucidated at the post-transcriptional RNA level, providing a new theoretical basis for

tumor diagnosis and therapy.
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MR FE G T EiE— SR B,

R I 20 A P 5T o] 23 N 26 = (1) G AR 4N
s BR, BIBSCES B4 AN BMIBR, 0 U A4 A Bl 2k |
ZGELC AERASE s Q) gl &4, BIBIL
B, 0 A-T (BRIERS E # RB RS ). C-U (s
WE 5 i pRIEE ). U-C (JRMEE B e fomsng ) &, H
Ht A-I RNA ZwfH 855 W, .

FIHFTALE, MAEEARR) RNA gL, H
AR, MAEERERELREAEEHNS S
RNA %% . XUEE RNA IR 11 20 (adenosine deaminase
acting on double-stranded RNA, ADARs)" F1 % i &
H B mRNA %m’5 = 54 (apolipoprotein B mRNA editing
complexes, APOBECs)”, i & fJ f#i X% RNA | fig
FEEAR NLE (A-D), B i %o i 2 o vk o
HRRARMASHRR, Fril A-IRNA ZiiEsihs b
MR A-G AL . (EFLENY K3 4 4~ ADARs
% 1 : ADARI. ADAR2. ADAR3 J% TENR (testis-
expressed RNA-binding protein), :# ADARI. 2 7E
AR M2 R Gt R IE . ADARS fEALTE A E, Y
FAAE T8 ; TENR 227 8 4, ) %35, APOBECs
R ER, 15 RNA il RIERFIE
BEfEH, FIf8 RNA b9 fmsng A48 pREE (C-U).
BAK) RNA wf AL i 73— 22 f o

Rk VR TR B, RNA 4o (8 48 R Pk
2 AEPE S R 98 15 R 4L MR 4% mRINA BT 82 A il
/N RNA (microRNA, miRNA) 45 75 i & 4% % # E A
Mo SR, ENFEEY T, KE45 RNA Ziil =
SRMANFN L BARER, AR — AN SR 40 i
WAL, FEREIER 5 2 P R AR K AR,
Xof e BARHL I IR T AT BN AR R 1276 S i — Fb
AH K

2 RNAYwIESHE

H AT 7R IAE 2 A RGN R R AFE KRR A IE
W RNA g5 Bl %, JF CAEse L R & B R R
R IEE S MER M, RNA a8 ] GEdid LA R 77 =
RIFEHBGEER . (1) 7% RNA 56 508 3%
B IE# & 5¢ RNA Bl e E A, SFEURER
[R5 5 1R AR BRI REIG 55, AT 23k g 1) %
AR, an QOUR T 20 M AR K R BAAE G HE R « AZINT
T IR CDC14B 3K ; @ 3L [K : PTEN F: [
BLCAP. NFI1 [ ; @40 M-FE 2L HE 24 . RHOQ 5 [A]
BLCAP. RAP2a; ®¥JwHER : RAP2a. GLTI 5. (2)
I1EH RNA JmfH F A4 7 RNA e b1 T

KA, SERIER T EE AT AR,
mRNA: NATI. (3) nfgeidid pi b7 =02 o] A s
Wi e A A
2.1 RNAGESHERGIHE
211

Qi % " W FE R I, ADARs 3R IE
KRERKEE, HHEZ 5 RNA W COHIELE 2
PR SG, Horh AR . 78 e TP AR AR KR )
5 RNA g g, HKZ /2 1 ADARs AL A-T
RNA i 4iF. Chen 55 " R U Ji Hh U & 140
71 1 (antizyme inhibitor 1, AZIN1) ] RNA ZmiE 5
%2, H 5K AE R M. Th ADARI
fEALH AZINT 1) RNA G832 5L ] 376 A7 ki 2 9
W22 A IR T A R B, S BUR IS E BT B
Mok, B3 mo Buls e A RSR A ) . T i i
HiEd 54K EEA (F ODCI 1 CCNDI) 45
HIFE SRR T RA, IS AZINI
I8 I BH W AR 5 % R M JR B8 1 (oncoproteins
ornithine decarboxylase 1, ODC1) F1 4 ity J& ¥ & H
D1 (cyclin D1, CCND1) FJ#uRgEE A/ 5 1 Bk 2
BE T 4N P 3G JE . Chan %5 " R B, ADARI %
AT ADAR2 LA I i 2 SR AL AR 5 &2
R PR G i i f5 % . i ADART AT ADAR2 %
F K T U R R R E g TS B, XA T S22
# A B (filamin B, FLNB) [fJ i RNA s 45 F1 4K #% 25
& A1 $47 o (coatomer protein complex subunit
o, COPo) fik RNA i I RAHMGS, H 5 HHEK K
TWHLEI VI BeAh, RN AMRIDIRE 73 e sk
FE T ADARL 78U 2L K Dy fig, T ADAR2 H
A Mg i (o ge 73 M. HE BEHET, B ADARI, 2
/21 FLNB. COPa [¥] RNA % 1) e 22 vl g 5 1T
Je 3k J& e WG M 5. T Liu 5 " R LT LE AT
H ADAR2 {1, ) micro-RNA214/122 #i & F1 Jz X
RNA #sg il g B IL G, I HEWT FL AT 5 5 @ 1 &
A, h4b, Shunsuke %5 ™ 7E /N BRI R 40
HOR I, A EIREE R E B mRNA Jmiilg i
Z Ik 2 (apolipoprotein B mRNA editing enzyme catalytic
polypeptide 2, APOBEC2) 3 £ H. #% Bl i 2 4h [H ¥
4y2 (eukaryotic translation initiation factor 4 gamma 2,
elF4G2) #1 PTEN (gene of phosphate and tension homology
deleted on chromsome ten) & K 4% A I AH 2 2 4%
MR 7% . APOBEC2 f& APOBEC KK —, %X
Wit — R H R MIER, £ RNA Jnfh R 4% M H
W B E . fERF4NAR R, APOBEC2 Wi G2 45 JiE
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7%

A0 M K1 IR SR BE IR 7 o ALK aA, T PTEN %[
e N R i oy RAZ W B 2 —, L RNA
o 8 VT e SUE I A 25 40 1 FH T 02 A5 e R 10 R AR
PRI HEN APOBEC2 ()57 i 2234 1] g 2l i 5 AT
T 1) 98 E J . K FI9ee 2 TRl PTEN 2K 35 SR AR 3E e 1)
I . Yamanaka 25 " I —N i APOBEC-1 fif
1Y Zw4E T mRNA: NATI (novel APOBEC-1 target 1), 7E
bR e e 4 T v G 22 AN 7 R I S g RT3 B
natl JaRS I FUK- W2 K. Al 1A NATT /]
fese — ML SRANHIE -, 7E APOBEC-1 MKk 1715
ST, HRwEmiEn] fefe it mkmi. taih, ek
I elF4G AWM C Ruiifl 7 A FUEE, H5
clF4A 454, HIRL eIF4E 454, (AL RN
HARER . DL EIX S B RNA 2 %5 75 I (1) K %
R R R EEER .
212 FHpE S EEE

Han 25 ") W %2 51|75 45 B 4141 ras [6 R
FEER L Q (ras homologue family member Q, RHOQ)
FEB EHIL T R AT RNA ZifE Il R . % RNA %
2K RHOQ BEN Jmbs (1) 8 A ik Ak 136 ERIRA
Ml BN 2 AR, B ENEBRES 148w
g 40 R N AR W e HL R NS S B 40 ZE A .
BRI, ARATTA A I 2 R (1) RNA w5 45 B
Je: 3k B A <. Ding 5 U % Bl APOBEC3G 7E /) i
& B e e kK EZEN . PRk
P, HPTEE T miR-29 (A RIBELAS miR-29 #04]
MMP2 (3535, Ah, fERZ8MEE M. 25w Al
AR P R o miR-29 1 T . X RN
APOBEC3G-miR-29-MMP2 i i 1] i /2 44 B J Ji T
R — Mo AL, IR RE v R 4 L
FEVRIT R E— AN R . AN, EEERE W
K APOBECI f# 1k 1) RNA g #5 1] 5 5 I & 995 #H
5 U7, X —Pl 4% 5 APOBECI 7£ e H (4 FAH I
Mo 78 5 65 IR 40 i #%# (esophageal squamous cell
carcinoma, ESCC) 1 5 & Bl ADARI1 ] i & % 1%,
H T4 FKNB F1 AZINI ff) RNA 44835 3h 5 #E—
DT IAE ESCC ik, 945 1) AZINT A
T—FE IR R BT AR Y XTS5
IR 12 A DR E JH e o B/ AR e DL B X S35 B
RNA 5% g B 1 1) 5 25 B W 9% A1 ESCC K A4 K e
FHOG, AR A BARMLHI M ANE 2
2.2 RNAYRIESIHR ARG E
2.2.1  HiF

I PR b T e 1T 510 B 23 D R 3R RS R R e

PR MBI . SRR S S AR 191 i 1 K
Wi R IT T R ¥ %5 B I /E . Martinez 25 ' &
5 R MO AL AT 21 R e 40 i & (LNCaP Al
22Rv1) AH EE,  JE R 4O AL T A1 R R 4 i &R
(DU145 H1 PC3) Hhv & 3K & AN 7] IR HEBCR 2 AR i 5%
AP — % BRI X i e Je ADAR]. 2 =R,
LR B2 A e SR AN PR A TR A 4 AN R i R i A )
B, A2 AR T AN RNA gifA7 5 (A-1L U-C,
C-U. G-A) M#£7AF, 1X 631 B RNA 448 I R A7 1
T RIFIARE . BeAl, 7RI S bR 4 i b R BT
TR 32 R mRNA _E# > A-I RNA i (D695G.
D819G) Fiftk 5 #t— DR LI, G E <
A LA S e T AR 5 AR O AR BRI T A 4
HIEBIIThRE . AT IR LS A-T RNA grii 4 nT
BRI TR B =1 J 2 A 28 T 1) o 1 2 4 2 L
TR I T 2% S AR U (PR IR T B, T REOK
AV T A 2 RS R T 47 e D YR T AR A — P ) 3
W . Mo 2 BY 31 T 16 A1l 51 iR il 98 b A i
X} DNA-RNA J7%1, KILE IS L+ 771 RNA Ji 45
A, Hrh =502 — AN B AN LB B RE
5 BRI, BRI AR 2 50 RNA g
FHAATXT RS X IR (N A JERIEEX ) PR AR
s, o 546 ASEER I RNA 2 58 44 4 T v]
e FEE E AR, L, TR RNA
Gl A — PR E BN VRIS, HFEEE 2N
WEHE DL S AE Ho At e gk — Bt FEE R
222 JERLE

TERS e, BF 708 X RNA gt 4T 748
2. Zilberman & P15 31 ANAS [ i IR 4 399 1) fBs Jok
T bR AN 30 AN T 55 e AR A% o 1) G B R0 Al 2 0
F () RNA GBS EAT I, FE4e Al 4 A48
W G 5 A 10 B S A (BLCAP. CYFIP2. FLNA.
GLUR-B) J¢ JUNEILARSR D X (ALU elements) #5747
% 48 PF (1) ¥ s A (RNNP9. CARDII. FANCC,
MDM4. BRCAI), {HI3EA K RNA 7K ¥ 1)
BEZAN. FI, M1 RNA kA S
55 DR 9 B R A Ok FR AR v AR R . IR A S B B
(bladder cancer-associated protein, BLCAP) t #% #x A
BC10 (bladder cancer, Mr=10 kDa), ##]/&7E N
FE b R I, HA T R85 B e ik JR AR 5% B2
ZJa, BRI B R A R, I
LA i RN G SC AR A A 45 77 2 b e W SR
WA BRI A K, i FLAE ST B2,
BRI m b (1) 8 E PR = RS R, HILE
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AThREE) H AT A M A D. Galeano 25 P Hf 7tk
I, BLCAP %% F AA71E IR 2 A-1 RNA L R,
oo 4 B A7 A Q/R AT K/R [ RNA % % i 48 T
BLCAP 5 5 /55 I B A R & R R T 51, A R AR
SF 1) R BR8N R LA I 2 S R . B
K/R A T E A M HE R = 58, H Ei RNA %
WA RER B YO AR, s S A R
R EEBNEARMS S E R EHE. 55 %
SN R R A R R . BB, RS
B 5 IEE B A0 B A L, B DR 4l R (HU609,
HCV29 F1 T24) BLCAP RNA % %5 /K V- i) T B%, IF
BrE R 45 B b ma R R, H
X—45 A Zilberman %5 PV R BUME, XK 2
FH AR R IEAS [ RN (B0 B W0 %2 4 5 11 7 VAN TR
SRR FH M RNA 40482 570 B s 1 R 4k
R RFEILANER, XA et — B AR
2.2.3 ' EEAH s
5 BRI SRE PR A Wilms 98, & —FhiF R T

JLE R IR G MBI . WTT (Wilms' tumor 1) 25 [4]
O A UF BA 7 12 i g8 149 R 993 AL okl o = (9 PR
Sharma %5 P 75 K G5 I A R I wel JE DR 839 437 £
FAETE SR RNA RIS, SEUEAL SR &
BONMEE, SO R (%A A R TR
IR B MZg BSOS R R B K,
H R AERRIA B4 KR . Gunning 25 #7
XF 15 41 J5UK 1) Wilms J8 1) WT1 mRNA i3 47 B 5%,
{EBA R IUAH I RNA i I R A7 . IR AT
B WTI [¥] RNA 2 %5 RS REGH MR R 5 66, (HIL
fih AR DG EE R ) RNA 4 nl /8 5% M8 1 R A K,
Pyt — 0 5%
2.3 RNAYRIESHERGMIE
23.1 WAL YR

TR 22 21 4598899 1 21 (neurofibromatosis type 1,
NF1) RAERES NFI SEFA . NFI1 5 H 4 —
/N[ BES Rho-GTP B £2 H (Rho : ras homologus
oncogenes, ras [f] Y5 U I K ) A H 45 A K IEAEH
IR A R 7. BFFCR B, NFI 3ER % 5% mRNA
Mg FEREBE S NF1 B s s g, B — &
H 5 b, M4 20 NFI mRNA (1) 4 %85 L JE i g
20 P, Mukhopadhyay 25 * BF 98 K3, 7E NF1
HYPHFARE A B mRNA FifilF mRNA [f15R15,
H & C-U NFI RNA % 5 [ 40 25 47 4 988 95 1 A4 4
A a] LA AR BT AN T 23A LB E R . AR
JEEE I B RNA S5 S, nlfkudmis &7 4 i

T 23A AR, 1X S B NFI mRNA %8 5 #if
AR 1 RUR A R R OE
232 MERTH

PRI UR, MONIR MR, & — iR
WL R R TR 2 R GRS G R
Hogw WRAY, T fise o R 40 R S A2 2R T AT i R %
Oy RS B . BUA W2 WSS K B, RNA
MBS MAER TR K AERBEMER, JLH2
ADAR? £ T[] A-1 RNA %i#. Maas 2 P W 523
HIEE X RS, 5 BESH B 20 23 23 21
5z 4k B M4 (glutamate receptor subunit B, GluR-B)
Q-R 1 & mRNA % %5 N, %A &A@ i 51
TBIER W T 2ER, H 2 H ADAR2 b 4iiE,
T 3% — 2048 IF 47 5 ADAR2 5 14 1 R BRARST B, H
EMIBEYI RN B, EREREE AR, B0
R F| ADAR2 V¥ R %, Kk, 1A9 ADAR2 ¢
511 RNA J 48 7T 68 -5 15 5 B 40 B 93 10 30 J 4 o .
Wei 25 P R B, 7€ U251, BT325 40l 5 fil— 1
BB 4H 23 ADAR2 mRNA 4% 55 AR 1) 7] A8 BY 43244
(alternative splicing variant, ASV) ] ADAR2 A-I RNA
iR K, HAEAS [R5 9 0 I R H ASV Rk
AN, T ASVRH P i 5T BE A AR R B BT 1
BAE G, Kk, #E0 ADAR2 () ASV 1]
Be 5 I U AR 22 A G, Hrae & dEd
ADAR2 4131 RNA J 48 S o T Sl it 578 A 30,
HIER ML, Hris WA Sk 1) B T 4 i e
H1, ADAR2 431 RNA e igsh R E4k, HAE
KIWVESE I E R B B KB ADAR2 4+ S 1)
RNA 4l s e 5 . X% 8 ADAR2 4
S RNA 4iE 5 240 Ho K A A%, TR
A — AT R T . 1R/ LE AR b
K I ADAR2 w515 sh i F B, 1R K3 ADAR2
MRIE LA, (AR T ADARI Il ADAR3 (115
#ik. Cenci % PV HEFU KB, WIRTER ADARI /]
5 ADAR2 ¥ i it — 44, M4 ADAR2 %
SE MG, X AT HEJE ADARY 4w 5 B R BRI —
FiHLAE. 1M Galeano 25 B #7743 HH ADAR2 % 5%}
I R A K ECE R, XIEGS LRSS
FEX R, HANH ADAR2 /3 1) RNA 2w i & —
Tl 7R PR S S TR . ek, A A TR R B )
K ADAR2 ¥EEEDA . o i 1o JR iy CDC14B % [A],
H. 2 5 CDC14B-Skp2-p21-p27 3 2% v] i i< 1 715 4
) 3 ok T 1 o REAH R A=t . T ADAR2 A
(1) A-I RNA Z il g A2 A AL T B8 A i i 98
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7%

A (B i o B 20 e AR 2y TR IR VR T AR A R
WkHE. 54h, microRNA %i#5th 5 bR AH5%, 7
2 J55 B 2 e Y88 241 i WK %2 21 microRNA-376a i 1Y)
N, H K %0 %5 1) microRNA-376a /£ H T RAP2a
(member of the RAS oncogene family) 3K, 1% %%
K32 ras BUEFE RN — R, 1250005 1240 57
VAT o RN e QR E A AR, 1 RAP2
A RE 2 0 T LN B A A 4 4 R T
. Pk, Choudhury 25 P 1\ 4 microRNA-376a %
BER)N UR AT RS 1R BT R AR 4 1R 2R

3 RNAZiIES5HME

I 2 — PR T3 I R e 1) S M R, I
PR EJ8 4 O S0k T 4 i B I (acute
lymphoblastic leukemia, ALL). &tV %8 41 fg 5 1M1 95
(acute myeloid leukemia, AML). & 47 41 g 4 1ML 95
(chronic myeloid leukemia, CML). & 4 I E 48 Jitd (A
197 (chroniclymphocytic leukemia, CLL). - 7E 2000
£, Beghini 25 " WF 5L R B, E AML #3# 1) CD34+/
CD117+ 4H A 32 AR Y 2 1 IR & IR B TR 6 (protein
tyrosine phosphatase, non receptor type 6, PTPN6) #&
[N 77 72 1 JE mRNA % 88 30 3 5 ik — BB 58 K L,
HIEH NF AML 22 ff 9160 588 M B, Bifis
[¥] PTPN6 mRNA %% /K- V4. C %1 PTPNG J:[H
Z 5 7T ARG S-SRI, B 5t
WIHE K E M. T PTPNG 3[R ff) 57 4 ] S 8 C-Kit
S IEBRA E, HEUESE A R R S C-Kit 5
SHEAEIER & R A K. X P PTPN6 mRNA 5
9w W] BE 5 AML K AH G, H T BRI I 52
C-Kit {5 5 @B T EL
ADARI CHGIEN] 5 VF 2 MR AT G, £ 1 L
A R K. B EUEW, CML kKK 5
Ber-Abl G & 3 8 JE A 5%, Steinman 25 BT 7E
ADARI & R g % M1 & A5 Ber-Abl fili 5 3% X 1) CML
AN TP LR, B LA I i CMIL i 4
PRI PROZEIE B, AR /AN BR 1 4 i 9 2 AR AR e K 48 1
PRAEIUMIRE, H0E 5 M 5UARY LinScal 'Ki'(LSK)
1 0L 7 200 0 9l 1717 AN S 5k = Ber-Abl il 5 R FE
LSK 4l X3 W& H Ber-Abl fill 5 %5 X i) CML
Y B4 ADARI it . 1X AL T Ui 8] ADARIL 1]
e 5 CML KA %, I BE AR K CML ¥G 7T
HONERES
FENFEH, BEEUUKERI. Jiang 25 ™ 3FiE
WO AL TSV A AR Y CML & (1 I A

ST B 53 ol JEAT A e S AH N R B, TFN-y 38 2 v 4
fith TEN-y 5244 5 K Ak 38 0 5 Ber-Abl fi & 2 R 1)
P 1. IFN %5 5 () ADARI p150 3 7Y 3 ik 14 50 K
CML ¥ Ji& # A-1 RNA 481 2 i a A — 8. X
— R I 5 Steinman 2 7 7E /N 5 A 10 2 BILAH R N
P ) TFN-y 38 4% 7 4 i IFN-y 52 A3 KR IE I
WS IFN %51 ADARI pl150 ik, it
1M B ADARI 4L 1¢ A-I RNA gRiBiEshi8 £, H b
N EAESEEH Ber-Abl @A 5K Y CML 41 g B A
ADARI f#ifh, Frik, %5t ADARL 161 A-I
RNA 4575 )38 2 7] 58 e &AL E Ber-Abl il 55 A
18, TELCAESE CML [R5 5 Ber-Abl il £33 K]
ITE A 5%, X LT A e i B ADARI 7£ CML &
T AL, (BRI M ATE 2. 180 EE
FIE LI R, ADARI pl150 {12 {8 6 41 i 4 5% K 1
PU.1 3R IA 38 5y, 075 AT B8 AEL 40 P 20 g
It4h, ADARI pl150 3Rk 13655 555 % 89 1) GSK3p
() 7= WA C B, GSK3B 1] 2 5 B- 3% FF 2K 11 1,
1M B- EMEAE A MFE T4 BREA R, H
RO B- EI R A R R AR 5 (s A 5% B
XL, ADARI pl150 415/ RNA %i#5 5 CML
P, Ma 25 O b )L Sk I A
ADARI FiLE B, KL ADARI pl10 A%
kRN, JUHJRLE B AR ALL , H W
F| ADARI 55— p150 RIXH R FE & . bk,
fE ALL 105 [ AR 2 A, 3 W %% 21 b 1 fa B 4 1
pl10 1 p150 2 HRIE, mAHFPENTHBMEE
L) XL B ADARL AS[E IR /] BELE /N )L E
s 3k s R EEAF IR, HS5WEHK, |
I #Z4E B T ADAR] 4 5 1) RNA 4m 8 ml e 5 L
A B I KR K AR

4 RNAZRIESH AR

R W ) B VI B 2 A 1 (endonuclease VIII-
like 1, NEIL1) % 5% #% B2 A V) B VIIT X J% h — Fh
DNA &5 fiy, 3= SEAE 0 L3040 40 J (%) B 5 1) B
BB RIEER Y, ol g R e
S A kA R R EEAEH, H G2
IR 7L S 0 7 A B ORI K ) DNA $i {18 2 i 45 2,
NEILI & A FU e R 2 K 2 —, g iRig
K B 2 bk E098 1) o B B R 2 — o b — 20 ke
PR EL IR 1) B 2 Ik O RE 4 g ot s 2% Ak ek R i TR
Bl, TE7E NEILT 3R s W, mid s — R
BIRF KA IEAT H Frfdi 3 (massively parallel target
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capture) X ¥f 2k # & )7 41| X 30 AT A-1 9 547 5
R, Li % ™ RO 2 3L A-1RNA gl %,
Hor G NEILL. Do R % ™ 5%t 1E % 7L IR 40 i A0 2L
I8 40 B 28 DA % DE N L0 R 1 40 i AT
A-I RNA gwiE 47 sk, ¥k BILAE NEILI I chrl5-
+-75646086 F chrl5-+-75646087 P 4RI A7 £ 1] RNA
SufE AR, MATE S22 NEIL] & E 5 242 f e
FREAD NKERIR » SRR, SN IEH
N f XL, I A (4 R chrl5-+-75646086
AT AL A RNA G B8 7K S 35 T B, T 72 FL IR
Y Hf 2t chrlS-+-75646087 41T A7 £ ) RNA 2 45
ACETRRE DRIk, A AT I ot s A0 2L AR 40 i R
t NEILI 5: A F () A-1 RNA 8 /K7 F R38R 1%
FE[K A-1 RNA % ] G5 3 p F0EL e 1) R A2 K
JEAHR

Jie I 98 AH 2% B0 2L A 1 (the glioma-associated
oncogene 1, GLT1) f 4176 NS 988 v & 3T | ik
4, 'E7& Hh (Hedgehog) 15 5 1M i 1 it Fr) o< B 4%
SR, TZE R R AR M 4R K R
TERSE Z A SRR R EE R fE2 M
o, WOk RN . AR, FLERE S kB Hh {5
SIS A GLTI Rk B, skEiEs " 0k A
Wiy AL ANBEL R 2 PR R TSI, GLTI
S AAFAE AT RNA S 040, %9 8 3 418
GLT1 % 701 A2 ZE 1R S IR B AR =K, H

55 %k HEZH I R 40 B R AR L, 7 e R L R e 4
Z HZ AL AL RNA 4 48 /K F B 5 BRI kA1,
Shimokawa 25 7 75 £ J5 41 Jifa 96 i 983 20 23 v e, % B
AL B G K BRI F b HEM, GLTI f7 55 1)
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