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ReticulonsZHKiEE R RIHE

Jeal, FEHE, FSCE*, TRk
(R RLE BE 2 IBE T, b5t 100850)

& Z: Reticulons (RTNs) B2 K 2 AT I WY &SI AR E S, FEEN
FOEM, JCHEERANTEW, FZEYT RS WMARIELRRY . WA EELAPTHERINL .
RTN2. RTN3 & RTN4 FLPUSAH MO SR, DRR 81 Bl Btk 882 7 SR RV AN JE R ] = A AN [R)
SEAR . RTNs SR b 08 28 B 0 7 41 ey S W] A8 LR/ B3N], R R0 (19 24 200 AN 8 o e 55 WU e J5E AR 5T
WKk AT 9 2 1 )5 45 #4938 (reticulon—homology domain, RHD). RTNs fry & nf A% (it 28 2 o k> L 4% ik
PR S e R A MR S PR S AE, BRI ) RUD WU JL AT FEA AN f I RE A FE R . Bk 2 I E 5T
GiREKW, RTNs WS HEAKIZE, 5B MWEAR A SRR T LA/ 2E . K0P o I J 8 3 54
s AU Y B MR (B-site APP cleaving enzyme 1, BACEL) 3 PE Mzl 28 i 45
SO RTN s S5 5 Fl b 6 DRURI 2R 11 119 &85 R R P DL R Dl e A el BB 0k Jie JEAT TR 22 25088 .

Xk%E3: reticulons (RTNs); #AbEH; BAIZ; B /ribly: #&E

PESES: Q51 SCRRARIRAD: A

The progress of the study on reticulons protein family

ZHOU Jin-wu, CHENG Xiao-rui, ZHOU Wen-xia*, ZHANG Yong-xiang
(Beijing Institute of Pharmacology and Toxicology, Beijing 100850, China)

Abstract: Reticulons (RINs), predominantly associated with endoplasmic reticulumare (ER), especially tubular
ER, widely exist as a family of membrane—bound proteins in eukaryotic organisms including fungi, plants and
animals, but no homologues have been identified in prokaryotes so far. There are four independent RTN genes,
such as RTN1, RTN2, RTN3 and RTN4 in mamalian genome, and each of them produces a range of transcripts
due to deferential promoter usage and/or alternative splicing. All RINs share a highly conserved C—terminal
reticulon homology domain (RHD) of 200 or so amino—acid residues whereas the N-terminal regions are highly
variable in sequence and length. It is the variability in N-terminus and the conservation in C—terminus of RTNs
that confers species/cell-specific functions and a common cellular fuction to each member respectively. Many
studies indicated that RINs participate in protein trafficking and membrane strctural morphogenesis or
stabilization, playarole incell division, formchannels or transportors inER, regulate apoptosis, modulate BACEL
negatively, inhibit neuron regenerationand so on. So this review focuses on the recent progress in the structure
and functions of RIN genes and proteins.
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B 1991 4F, Wieczorek ZEUIT X BN cDNA
SCPE BOREH RTNL FRZ A C1-13, JFR I AL
FIEHAMAEAL N ks EAA, Roebroek 252
SR P A it B 470 DN 240 B s 40 i 3R (NCT-HB82) J¢
PP o3 WAl b %00 tH RTN T, JFRILRTNT A&
DRI et R Ik TR N o I i i, ek Hodr 44 4 il
2N IR H (neuroendocrine—specific protein,
NSP) BE[Rl; Velde &5 B 0UIHE— A5 K H #9252 40 oAk 27 i
FURILNSP #fiE T S b, DR L 8 iy 44
JReticulons (RTNs) o Fifi J5 I FH 2L DA o 2 R R
P AR BHAR AT o0, i — RIVE B B
ERTN KW, FHFRIRTNs 24T HE . H
Y K Bz e, BB e TR . L
N4 RTNT. RTN2. RTN3 J2 RTN4 3t
VUSEAH BT R, DR A 3l Sk Btk By 407 =X
ANRIBEAN TR R A] 72 AR AN [ G s AR T o1 A RTNs 1Y)
RERAA0 0 2 Dy Re AT A, (2 A KERFTTSE R
®W, RTINs Afiz 5 A¥is. S HEGHIES
RS E S AR L5 2 R P B I S 3 Bl s
L AT T, Y B i (B-site APP
cleaving enzyme 1,BACEL) i RIfHE B AEEE V2
A2 Dihe, (el R EEAEN . It
RTNs {45 K M AE )27 D e AT FURE J A — 253k
1 ReticulonZKi&E EFNE B RBIFFE

1.1 ReticulonFKJGEIEHIFIE A FFEALER] HHLE)

W) RTN JE DRI 20 45 R 0 3L AR IR 2 05 R KIS £
MKW ET, BILE—NRNS P AERE
EIRT SRH R R )7, B n] =R AR 57 ik
KA AN, % RTN ZERFTH LA & 7 a4 2
T ZAERCE B AT A, XS A AT RE R
SE T RTN 2 2L 40 M 248 ARy e 1 B 40 A0 4 1) 7 A 5
LA R, gmis C A I T R TR Y 45 A
(reticulon—homology domain, RHD) ff3& IRl #a) i ) 458
SIRATE o DRI 5 b 5 DRIRE A N P 7= 2 e e 1
BN ] 1) N R v DX g B2 DR ST 1R C AR g X 1) 25 o B
P&, ANRTN1. RTN2. RTN3 A& RTN4 3
Yot e A S HLER A W R 2 AR I LR 1,
A RTNs £ R B #A tH 150 — 200 >2d 5
FRVEFE AL B RHD o RUD (45 9 B K S B IX . o7
TSR I B 66 A2 I BRI IE 21 1) S5 K I8
Nogo—66, LPAM—Bg/KE. RHD BAIRSE, &
{15 RTNs HAILFE R DIfE, WK RTNs e 25
gk, P EANEITAER S, M RTNs 207
G K BN TR, A AEAS RTNs #A4N iA
DL A B P R 5% B S I R e e T RE, R
ik, RTNs @bk HAa — 2oL [ 1 800 sy
MIEERRE R O AR SR A S IR R .
=R RN 22 F R T R I 2 S — B IR A
RO BRI ) S R R e I AR AR AN,
5 B K G RO O ST 10 225 44 AR U T BB 1 L T 4 i

Fz1 ARINsEFEFMEBEAMNERER
K Refkmhs WA JRRGIEHE AT SRR A T S (aa)
(bp) (aa) T PEIHIX 1 k) P2
RTN1 14g23. 1 A 210-2 540 10 776 84 k 618640 - 707-729
B 291-1361 356 39 k - - -
C 297-923 208 24 k 35-57 - 138-172
RTN2 19q13. 32 A 229-1866 11 545 59 k 74-396 - 464-486
B 231-1649 472 51 k 301-323 - 391-413
C 231-1061 276 30k - - -
D 45-662 205 22 k 19-41 - 121-155
RTN3 11ql3 A 188-3229 9 1013 111 k 846-868 926-948 953-975
B 188-955 255 28 k 87-109 - 189-211
C 188-913 241 27k 69-91 - 176-198
D 188-898 236 26 k 69-91 149-171 176-198
RTN4 2pl6. 3 A 299-3877 14 1192 130 k 1026-1048 - 1126-1148
B 175-3 135 986 109 k 820-842 - 920-942
C 299-1477 392 42 k 226-248 - 326-348
D 299-1420 373 40k 206-228 - 308-330
E 215-814 199 22 k 32-54 - 134-156

W BRRUEFhttp: //www. ncbi. nlm. nih. govfilhttp://www. hprd. org
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SENL L F O AR ] Al AR e ARTNs 1.2 Reticulon IR HMHANEGH WAL

F ARG I 1

N-stub  TM1 TM2 C-tail

- RTNI1-A
RTNI1-B
RTN1-C
RTN2-A

776aa
356aa
208aa
545aa

84k
39k
24k
59k

RTN2-B  472aa 51k
RTN2-C
RTN2-D
RTN3-A
RTN3-B

RTN3-C

276aa
205aa
1013aa
255aa

30k
22k
111k

28k
27k

241aa

RTN3-D  236aa 26k

RTN4-A 1192aa 130k

RTN4-B
RTN4-C

986aa
392aa

109k
42k

RTN4-D
RTN4-E

373aa
199aa

40k
22k

] 1

=

ARTN1., RTN2. RTN3 B RTN4 EHRE
BULERTEE

H: BRRTNL-B FIRTN2-C 4k, Bifa b &5 fAAl, s

B X . SRk BR B C oK i 26 /K R 4 ¥ RHD 0 vy J%

A SEIIN K, HARTN3-A M2 RTN3-D LEMOIR X AEAEBY

% % W ., B %k B B T X R ¥ m'ﬂé}ﬁ}l‘%*@o ﬁﬁ%iﬁﬁﬁ%‘ﬂ%

X K E A SRR S S EEMEENMRCC

(Coiled Coil, #5HIBRKE) #)7 . PRI IET http://ww.hprd.

org

RTNs
e
Extracellular Qﬂ . Qﬂ
S (R
n - s
. & c
L
C = lumen i
N < Z g RTN4
Intracellular J
e or cytosol
N L] 4
[
Naq o0
2 N
RTN3

Exiraccllular space
ER lumen

RTN's ()4 4 25 4 32 2y 2 ki RHD v /> i 7K X
(P8 Y B ek e o H A AR B B K DX B B B )
KRR T PRR I u g K X R P ke, ) D
RIGF S5 R o TEFH PP S5 s T LA b 45 4 Bt >k
N e FLE v T 1) M I ER P T . AR S
AT R Z B RTN s 2 170 ML SRS bR 0 b
gitt), HALHE RTN3 fEA I JLS RTNs i 7 [A) ) 4
ARG — Bk 4 2 B ) o TR FR P 54, HSRoK
IRrh—/NB L S5 R IX (Flip—f1op region) $IRIEPY (K]
2 T 3) .

RTN3 7EJBE b ] 2 o TEFFh 4540 (81 3) , JLE
— AN PSR R (TML) S LR 5 P b 7, IR 1%
SERIE ] S RTINS B (1A T & HAN R4 B
by MALHEREAS TM2 78 4 1) C AR DX R HI AN
M RTN3 8 5 2ME F o R TM2 X5 T RTN3 i i
HARL T, (HMIR XS5 SOk 2 RTN 3 IEMHT
By MAEIA TML ORI TM2 <550 RTN3 B E I
MILE BACEL AHEAEAS! . #fiE RTNS [#i4h 4514
A AT AR 5 BACEL AR FLAE T, G W1 A o
IRIRIGEERIF (Alzheimer' s disease, AD) EEFwth
RTINS SE R SR DA 5 KB FRA RAPE SIE
) H AR AEH

H LA 5L 7R RTNA (HFK A Nogo) 1] fEKHL
LRS54 (K] 2) , Ui b RTNA 2 55 R v X HY
LA P, IR R B LS IR (B A —
X)) 1T fig DAl R 5 IR L B 28 OO0 /N Bl o2
AN AL, AR, SRR i BRI AELE T4

2
2

RRRRARQ
1332311

Cytoplasm

B2 RINEBRIIRINGW
VE: RTN 7EJ BRI BEH L2 RFn kb asfy, (HH AR B 2 SR DB o BIFb . ABRRTN3 . RTN4 RILF AW
ATREMIH Fh 244589, 47 IR RTNA =Bl $h 24 4544 (3 FH: Genome Biol, 2007, 8(12):234)



520 ARl

21 %

3 RTN37EfE b H9FRFNF L5410

IR, IX5 RTN4 ¥EAERI D) AE W RTNA-A i 5%
ECLEMAH 5. BhAh, ok AR RTNA (R
JCAN I COS—T7 (PRI IR ST 4 5 — Pl $h 2R (1)
2), BIN KAl Nogo-66 i [a) i 4ht? . Fsz b
RTN4 R g5/ 38 Nogo—66 /i H 5 RTN4 524k
(Nogo—66 receptor, NgR) MZLI2T Caspr 454
FoAth RTNs FRR DX SZ AR 1 %552 AT 4K RTNs B 7
I ROVE R, A BT R RTN SR — )
HE o

DL b ik e g8 AR R FL ) RTNs 5 N I Al

A AR b2 gk, S 2 T
REA RTNs 7E40 L H AT Z R D) RE, R B AR
KA ML RTNs ThReM ZFEE. X7 RTNs 451
IR FUAAR AT V22 In) 5 LA, 0 RTN B JIEEIX =
Yt b S RTN's SRHUAS [F) # b 85 440 19 43 7 WL 5oy
TR S5 AR K0 0]
1.3 ReticulonZJGHEFFIE HRIAS AT RINLY
BESFAS JL T AR A4 U RN 28 P9 23 0 40 o vp RIS
i RTN1-C I T/ A K, 17 RTN1-A )&
kT AR R E . RTNT B A T RN .

RTN2 HARTEAR R ARG —w MEE, H
FERIL T E AL, SRR A F /AN B Dn] A DU 2]
RTN2-B, 1 RTN2-C WIZEH#L P 3 mk ik,
RTN2 B2 A7 F A R4, 76 L4 i o i 5 o ]
g p e, MENE TR o LB E AT
K, BUFSILAZ A k.

RTN3 [ 3 Mk ARTEIR Z L Zrh #8 Rak .
RTN3 7E X R h R is, RIN3-B 7R R
B SR, B BERIA T R IX RN pp £ oete )
RTN3 BRyEALT AT 4, A7 7E R 3
Ry EE. BSERIAE KR 0 1

RTN4-A 7E/DSERE AN ML . BN TP AR 4 R G0
ABEL LT YA M b Rk, AR O TR S LR AT 1

5915, EMGIIULA AT RIA: RTN4-B faH
BX R A Jo) pil 22 2R 8 b DL A A AL U3 A 3RS
RTN4-C {EF B UL R e el A H I A
RIS . RTNA-A B T @A RIS =, 7
/U SRV 5T 240 B A s 4T A4k 40 B FR) v % AR 40 i s
DR WARET NP E R G RERI SN E IR
%ﬂlj\]}:f%m]o

RTNs FRIZH 20K 5 W0 40 i fr 5 H D ReAH —
B s RTNS G H 5Tt 5 Ak v € R i
L5 [FIRE 2 1 N 9 S BACE L AH ELAE A 4 2L
WEPE, AT S AN i T RTNA-A Ji i H
Al N K 35 2 Nogo—66 55 i 4 63K THI 52 A4AH FLAE
FHAMEI S i A2 A RTNs V.40 ffd 52 437 1) 24048 )
EPOR M R AEAR DS, U AD Hp RTNA-A B 5244 NeR
ENL AR AT 3 B S S A . RTNs 2R I
V4 i E A7 AT RE S EATTI mRNA 3 A A K.
2 ReticulonRIXEHHEMFINGEE

RTNs S5 R 2 PR ¥ E T RTNs HAT ZFE)
W ThEe, WA BACEL 35 S & e
Ay AT ToAE, R RS LY RTN s
DIRE AT 5E 1E R EAT IH 4H
2.1 ZhLEfkas WHUERW], RTNs RI7E N i
BRI RN SN ST ) i s
R FEAE ] . RTNT-A FIRTN1-B gL A% B A A
JotE A (clathtin—associated protein,AP50) &54,
APS0 54N HAER A 2%, RIN1-A FIRTN1-B £¥
AR 1) 168 2 BEPR K V5 X AT BE 75 40 i N Bk 72
AR, RTNI-C 5540 o B A i P 44 SNARE AH
HARFI T B AR . Liu Z02 R B RTN2-B 7
EAACT [ N J5 99 2 4 0 4 1 ) ds o R vh Py 4 1E
RS R T f 0. Wakana 2500 % B RTNS 76 5. 15
I3 U IEAR N T 5 v R BEAA TR IR G v R A
R, A7 315 RTN3 1] BB/ 300 AT 328 (1) /N B
Ji%; HeLa 40 ik #3A5 RTN3 w] BHWT 1 w7k 3L 8 A5 1
&N R ) s, H RTNA-A 5 RTN4-B 1[5
Z 5 A AR I AP-2 3k 85 A A APS0 414
MEAEH . i, Xiong &KL, il RNA +
PL(RNA interference, RNAi) FiMRTNA-AKL[RIFKIEL,
A9/ PC12 40 % (2 ik (dopamine, DA) FIRETHCE,
MH B R AR . RTNs FRIA AL S O e iz nf
RE IR 52 W0 2 TA) 1) 5% R AT AERE— 2B AIE 5 o
2.2 SHRGMEARAESRE KAMRNEE RINs
A RE L R - U A R N ST R 2 e i i
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e b, AR RS e N T I IR 5 0 R A
XTI Shnyrova S MG ETEAN 250k » F5E B 24
SH3 &5 MR 45 & A7 M RTNT. RTN2 Az RTN3 2 Jik
Uiy o M2 PR I R B, HEN RTNs W[5 — &%
MM R E A LE S FAHEAER- . RTNA W] fgde
VA I T A K Dhfe b R HEAE R T o B 2R sk
RTN4-A Y5 o~ 0 & (A S BEWER B 22 11 (myelin
basic protein, MBP) S dLyiiie, dt— Dotk
B RTN4 A 7ERZ T J8e b A HEAE F 9T h P 5t T 1
Jrah el FABUER, RTNA-A AJRELE4H
I EE R RIEAE . Ik Yoko ShibataZEUTHESY
A, BERE LB A b RTN 5 Dpl/Yoplp J&
AR B 1k 5L SR T e A A 9 I IR X B
NIEIEN T /NE IR FE 2 . Anderson fll Hetzer['®)
W I, 1 208 T /N T B reticulon 34
reticulon 4 %DP1 ] 4HIA% BT 1 A 40 M A% e, 1
JL R I s A M A% 4 2k, 3 W P 5 R s 2 R
(ER-shaping proteins) H#%Z 5 A MIAZIX = .
2.3 FJRSCN I S IE T B IS R RTNs J i (] mf
A8 3 RHD [A)AH HATE FH B 1 [R5 2l 5 0528 S 0 9 vl fig
TSR G50, 4 RTNT-A 55 RTN1-B /] £E A Sk 1M
JERARX 2> THREZA 500k FIRESY, XEHT
RTN1-A 5 RTN1-B Z & i A7 1 168 A2 IE R ik L 11
YR I R R, RTNT-C PR /b — Rl 9 X T A fig
HRINL-A RG . ZREEGWHE NN LLFUIR G5 K%
YEH, Ask/DIE— B HIEYE . RIN4-A/B/C A6 T
M T AEAN R A M P A B, ORI
P B 7K P B R A A5 ) I B 41 i 2 T T i 1 B
LS NN
2.4 PIANRIE TS WESUERW] RTNs W] 15 40 i i
T7o RTN4-B ] 5 Bel1-XL M Bel-2 AHE AR, BT
BN S D 7 R AER 2 ) VA N (i N i P [
RTN4-B UL T-AF HI R S8 At S, AR — 28
WK RTNA-B 0[5 3 & Fm A R8T, 59—
LRSS HRFIX — 2T, il e AN Al i
HEK293 it %35 RTNA-C [ScHifoy, 45 REm
RTNA~C /2383 ¢~ Jun Z A B / M 3G 16 B E
1% (c—JunN-terminal kinase/stress activated protein
kinase, JNK/SAPK)-c—Jun il &¥0E caspase—3 &
p53, IMA I p38 5T T a2,
TR, PRRILE 51 P /N I UKL A 28 75
MPEAET- AT FERTN3-A1, RTN3-A2. RTN3-A4
FIE TS, 1M caspase FHHFI] Z-VAD-FMK nJ ¥ %%

ZAE, FEPIRTN3-A1. RTN3-A2. RTN3-A4 %
RN AT AR TR, thAh, RTINS ]
I 51 A P o N T S A A T, HEARHL
ANBIEY, Zhu SR HGE RTNS 1l I 455 9 St
JHT 8 Bel -2 [my 2k f4 SR AR T 8 af L He i T3
o N0 bk Caki 40 i 2148 RTN3 nfid i b
PFET- 32445 (death receptor 5,DR5) Jf Fific-FLIP
MG TRATL SRR T-AEN.

RTN1-C W] 55 Be1-XL AHE A HI I 58 Wi e 5E A7 A
M AR PUH TE . Rtz 4h, RINI-CiLr 5
PRI BRI ZE % &5l (pro—apoptotic enzyme
glucosylceramide synthase) #HEAEH 18 15 LMBALTE
P, R AE p5b3 AR I T B A T4 44 RTN1-C
MANFIE LA CHP - 100 XF254EA %
(Fenretinide) 755 A4 A 1= 5 ABUR Me 1 ino &5 23 )
RILRTINL-C FRIEAR i X A 45 G A% IR 75 5 HL vk
EWRe S, eSS EIiT A K,
2.5 UM BACEL 3t BACEL 7E AD R R %
BEM . He S5124 R e gs JLUTUE I B TR W
RTN3 2 RTN4-B 7] 5 BACEL #HEAEH], Hpm £
IRV AR A AT I 25T BACEL vk, HLERIAKP
B0 R R A R M AT BACE 1 % 2 - S 35 92 AR 7
A, AHFFA AR AB40/42 B L], EBH RTN3 XJ APP
y 7 VIR A BF9T3 78 BACEL 5 RTN3 K&
FABRTN Jil 53 B AH TR FH R A A6 N ot 9 % iy 2R i
A, BE—DWRERY, BACEL B IREIX 1f AS 2L &
S s (A DORE T IX RO TAE A L FE 0, LBk
Y RTN J b C A i i JEE DR ~F 1) QID =Tk 44 A BACE1L
BRI X AT RTN 5 BACEL 45 &b ie, &
RTN3 75 3 W] T8 ol [R5 e 5 s — 2844, {H BACEL
F LG RIN 4K, K QID =R I A 3L
TRA LA e, (HAT 3 k> 5 BACEL AH
HAEH™ . dbAh, Hu 00V RILAE AD B b AB
DUVE R, RTN3 SREAT PR I E IR A R R
B RTN3 Hai2s e Y S 78 A W 938 (RTNS immunore—
active dystrophic neurites,RIDNs) H, X g 5
ANRGGE nT i S D) RE, W s R 2 2] e
DL S M n] SRR 0 o b — 2RI, AR 43
TR RTN3 SRAEY) W5 K RIDNs TE k. Kl ik
B YL AR APP 117N BRUBE 2R rh IR S8 K 1 2 1 BRI
EIRA R R R I US4k T AR UITE 1314,
HAB YTIEA K AT HEJ2 5| & AD Hg 7 AN R 5 TE 1%
PIME—R 2R, BRIXFSMEF S IR A RIS RIDNs &b,
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ABYLTE F R I8 B 4645 £ APP eAPLP-2 (amy loid pre-
cursor protein-like protein-2). = 2. GAP-43
(growth—associated protein 43) & SNAP-25
(synaptosomal—-associated protein of 25 kD) g FEA
SRy

FEARTIFST I NgR 1T 55 APP 41Dl B X 28 2 g A1
T o AR A HAE R JFREI AR B BT AR
PEPRUTUE,  HIEFR o 48 40 8 i 22 14 NgR nf b
AB 77 BRI IR NgR 2214 w1 i 55 DA /)N Bl o
WAB ZKF I F A B BEERPTTE JOE TR A R R 1
e BE—2DUESE NgR 3 BHWT o 2 B 43-Vib g 0T i
Wy APP T FRAG AR KT 1260, [Altl, AEBESAE T g
JCHIAAR BN g R —J7 [ n] 5 20 580 o 40 i i i b
RTN4-A A HAE DG AR P RGP A, 53
— 7 H 5L T APP ANIhHE X A B AF H 4005
AB A, HBETIUCA> AR BEERGIIE; W I A
PREE TC I 5 A, U NgR $4E 7 170 AD 1 F%
)X B e HMAREER] AR 5 Nogo-66. i
B NEAHISHESE 5 (myelin—associated glycoprotein,
MAG) A /Do e An Mg b £ 1 (o1igodendrocyte
myelin glycoprotein, OMgp) HiZi 4454 NaRo
2.6 HIHIMLHEA RTNA fAE T RAMZL RS,
BAE R A R i 5 AT I8 . RTN4-A i
HZANgRE B W2 5 kAL Z24¢ (central nervous
system, CNS)HHF AR S iFA#HI I BRI CNS (1)
AEAPEN, RTN4-A JlId Nogo—66 FA5 Bl K=k i
R € (glycosylphosphatidylinositol—anchored,
GPI-anchored) IS A4 NgR. AIRSE AN ) phize A KA
T2 Ak pTEY™ DL AN R G RE retk #5 1 LINGO-1
R IR S BUERKHE S Rt
Kl T a (tumour necrosis factoro, TNFa) fl L5214
KGR TROY fEME KRG 2 RIA, gty
NgR M LINGO—1 AHELAE AT A3 RTNA-A FI401 1
YE 27281 ) RTNA-A & FE K i X (amino—nogo) f-1E 7
SRS RTNA-A K57 (Ris P Be: NiR-N2 FINi G-
220, AT 20 58 AR K S B AT 4 Al i o+ 10
RUE M AR & oo g & R EAER, H
Nogo—-66 f NiG-N20 #5Jail- % 1 Rho K& Racl 1]
ML RIEM . BEFURKBLNgR A5 MAG ATOMgp
55 IR R HAEER- M . RTNA-A tAE Kk & I
YT ST (path £inding) FJse NCNSIE NP 25
oA R IEAE R o S WFST R W] RTN4A-B A1)
AR AR, M Kim BRI Nogo—C & LA IESE

FREIRAR .,
2.7 At BFFUER I RTNA-B 75 0L BE P R 40 i %
SPGB S KRR IA R I A i ) R
0 RLIT RS S A 00 T LA PR A 1 8 5 5 T
Fo 7ERTNA-A FIRTNA-B JEDH 5 6/ Bl s e
RTN4-B nJ RO ML 5K,  H RTN4-B LA—Ff
ARFIHUHIFE RN (hydrostatic pressure) FRIECE 4l
Murp Rk B Zhou ZERURIL, RINZ 37 AERHIIEIX
(RTN4 3" UTR) #iN / SR 2 P 595K 200 U0
(dilated cardiomyopathy, DCM) [a)£7EAH =14«
3 IhE

Zx BTk, RTNs 5 HAbEE B4 9] AR T A
AT HoAn 4 & i S LR, PR A 0 B —20
WSR2 i by e oy T 5. R FUR M,
RTN3 Az RTN4-B/C W] i 3o 2 ik iy iy B2 Ok 5 1) 2 L 12
WA BACEL AH I A AT im BH W BACE 1 21 LK)
APP, MMy AB40 K AB42 fh77 4=, {HBACE1L
e HH4 G RTNs WA 4, RTN3 5 BACEL 4
HAER WP AL S LR B2 E B A R i s B
RTNA-A FIH AR f 48 22 G0 S fuk 2B WF S 159 5% 2 41
BAR B ILIAD RTN s 503 Al BE A& 4% 55 Fh 41 i Ih &E
WA R T S 5EAE . S 5B HIES
KA R B A o 2 R R T R 1 B s
A5, (AIXED) eIt A Rl BRI . 2
RTNs fEAPZEIRAT IR, W AD /R A fRridk—
T AR PR i) A AL HE RTN s #HEE
JG/ AEME IO R KM AR AR 401 RTNs #adhah
FIRIIREPIRABTT, —J7 TN RTNs AE 2k Ja i A
ZHRATHRWIAD, AR L (Amyo trophic
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