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[ABSTRACT] Neurite outgrowth inhibitor (Nogo) , also known as reticulon4 (RTN-4) , is mainly located in the endo-
plasmic reticulum, its gene encoding three kinds of products, namely Nogo-A, Nogo-B and Nogo-C.  Nogo-A and Nogo-C
are mainly involved in the inhibition of axonal regeneration after central nervous system injury. Because of Nogo-B’ s be-
ing widely distributed, it not only affects the central nervous system regeneration, but also participates in the process of ath-
erosclerosis, vascular endothelial regeneration, repair of the tissue damage and cell apoptosis.  Nogo-B receptor ( NgBR)
is a specific receptor of Nogo-B N-terminal, and it can interact with Nogo-B or play a biological role independently.  In re-
cent years, it has been found that NgBR can be involved in the metabolism of cholesterol, the synthesis of alcohol, and the
promotion of angiogenesis and the chemotaxis of endothelial cells.  The biological function of NgBR is being paid more and

more attention, and the research of NgBR in recent years is reviewed.

Bl e O A AR R AL B 2 e ORI PR SR AR B SR
KAL) AT IC N, I JLAR R B4 2 T
ZEAE KA K F 324K ( Nogo-B receptor, NeBR) 5 s oo A 12 g
SRR R 2 R B ik | e B AR TR
[E A, S E B [ B ik s 2 5 NN 2 5 P2t 28 4 KA ) F (neurite outgrowth in-
MUAE P 2 A e 55, AR 258 KA R 2 hibitor, Nogo ) 4 & [ 4 5 7= 9] & Nogo-A . Nogo-B .
NeBR 3T JLAE 15 3h ik AR AL 7 m O P9 /8, O Nogo-CH' L BATTEERIAY € K o 5 MR 4 4R M K ik

[WKFBEH] 20150605 [fEEBHE] 20150909

[E€WB] BEXRARPEES(81170198)

[EE®N] EEMN, LA W57 0 O 0% A EARE 516 IR, E-mail 2~ dryfw@ sina. com, = &, 4 FAEE, £
B2, WA I WIS 18] S e 4 BE Al 5 0 R O T ey B0 RO W Y2 W FINR YT, E-mail 2 yunfeibian@ sina. com,
IR B AL S, L, FARBRI, B, 1 W58 A S0 WF5E 07 [0 Dy 5 Lo B SR 511 PR O ) 83 B O K 2 W AR
J7 , E-mail ganxibaozhongxin@ sina. com



CN 43-1262/R " [E B kA fk 248 2015 4E55 23 55 10 1067

(reticulon, RTN ) XJ 1 (1) 7 1) [|) 5, S 4% % A RTN-
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As) IILAE A B 4853 403 R R AR LA R 40 S 0 1 A5 B A
PR3, NgBR JE Nogo-B UL I 57 M 2 A1
NeBR 7] L1 5 Nogo-B #HH. 45 & 8l 37 & 5 4 1) 2
TEH
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NgBR H1 297 A% Bk W2 5% & 21 1, He 20 3k i 1)
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BIEIAEAN IS5 Nogo-B 454 . WG B 20 Hr
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METESFH,47 ~120 48 T LA 25 F 3, 121
~139 AN & T 5 B A5 4, 140 ~ 297 DR T i K
X BB R, NgBR 1 41 45 F 3 A AT A7 2
IR A TC R M, ) — 898 78 NgBR FIRERE
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JH [ B 3% %% 32 (reverse cholesterol transport,
RCT) & A AHE s 224 IR [ R 1 5 T B Al 2
o B P A S =R IR T 4S5 s IR (ATP
binding cassette transporter, ABC) A1/G1 i&1& &KL
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RCT (55— B2 G R ABCAL 2/ &
I 200 L 0 LA 4 e e L [T s A O ) O

HIZ & RCT i PR 58 — b R B AL B
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HEIFEE ) LXR #sh ar LU C R B IE R
1 ( Niemann-Pick type C protein, NPC) B #1534 /il
T NPC 45 3 5 MR [ i i ) 4 s, DI 7 X
Heth gt hig 72 2 ABCAL1 A5 RCT 3 Fe il —
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v % A EAE M E A, FIH C KumfEHh
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3.2 NgBR 5 XM

B B FHAE B (endoplasmic reticulum , ER)
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WL [ R B 4R R K IR EE i SR R
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T P i R ) B — A S B g AT - e T A
R

Park 25"V SZIGTESE Nogo-B 32 1A J2: FERE B | /)N
SRR 22 0 P 5 100l 8 v ) 0 e S B, At T T A0F
8T — T NeBR (PR SFHR v 2 48 1 £8 5 KMk
WEREAGBR AT I 20 , 25 . o Sk IR T X S S5 A N
() AT AE 20 b 22 A 2 Bl /L | [ R Ng-
BR LA 14 /)N B 2T 48 41 e v 22 i 1t 1 5 2 U Ok
A X S ZE B R NgBR JE R 2848, S EUI =
-5 IR LR RS I 1) 25 A AT BE 52 B 52 e | 3 1%
oG A 5 R 1 0T A0 B S Ak & AR B A BT R
B2 3 TR SR 2517 R AR T & 8 F1 BN 25 (unfol-
ded protein response , UPR) [20] . UPR &40 N {5
S, R ER T H BT SR O E BN ER 15
RN, WS UPR BRI, 250z
(28 1 A B TR, 71 B2 N J5E 9 18 93 ( endoplasmic
reticulum stress, ERS) ,

Thomas 55" (52 46HIE S Y5 X UPR FERR R &
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- S T M e e 7% il 5 0 0, 22 T T 1) 2 i
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M2 LA M85 A, T o AL G A0 o L% D] 8 3805

ERS IS5 As KB K& B, B ReiHSy
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TR TR A L4 1 N K A L ; ZE 4441, NgBR 5 No-
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P BAEAR 905 101 A i A s R e T A AR A
SEHGH NegBR AT/ 58r A= 10048 P 5z 40 it %) i Ak A
M=4EE I R, A siRNA B2 AT BRI # k
PN B2 2B ( human umbilical vein endothelial cell, HU-
VEC) NgBR % H () 235 J5 , HUVEC i 8 i =
AR A KA FE I TR W R 3k NgBR R [H 1)
i,

Je KB IE & B, BBk NgBR AY BE 5 i He il ok
Nogo-B A5 b F UL [R] 1l 5 A= A i i 58 Jn 7™ ., 5
UL IAAE I & A i fE P, NgBR A Nogo-B
XANME—AYECA, BFSEIESE NeBR i85 145 P4 2 A
A ( vascular endothelial growth factor, VEGF) Hi
BERE TR MO &AM, 78 HUVEC H
FIF TP RNA B RUTER NgBR 21520870 VEGF
2R B A M B VR T (E R AN 2 0/ At i
RERB—RI C T VEGF /v FryiE ., i H, UTER
NgBR Fih 250 VEGF 1755 1Y = 4 S i Al v =
HEIERL, XK NeBR 1JfES Y5 VEGF /%
AR 1A AR BT S 1R Sl Y #F HUVEC H g
B NegBR AN2:52 00 VEGF 25 4 51 40 i ¢ 1 , i & 30
il VEGF fiih & W15 =i g 1% 2

Wi % B, @B T NgBR BY HUVEC 1, #0
VEGF 5 X1 Akt BERRILAE 32 2130, Ake B 2R
54 Tt B ( protein kinase B,PKB) ,%%/ﬁﬂg{/ﬁﬁ%‘i
PR G, S S A TR A | I A
A AR RS A R AR A A e R L 4
BRI Akt 55 Y NgBR 3 K 4 i X () ¢DNA fig
5K HUVEC i F @Bk NeBR 1 5 B 1) 41 i it
FE RIS, UL W] NgBR BEAZIE 1 Ake 38 B% 875 N
BT RS 76 BE D 0 0 B 58 X 52 (0 S 6 vp 2 B
NeBR F1 Nogo-B 114 #H B /FE FH X T BE L5 £ JJL 5 8] (1)
M TS R AT 1Y . 76 R IR B L4 & Ak ok A vp 1
FH S SCN bk S A% FR A ] NeBR AR IA 251N
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9 [ AE A ™ A B o T EL 3 R Bk R A8 1 21
BCPEBE Akt 0k, X — IR RY] NgBR REHL G
U Ak 3E S DTS 5 R P I ) AR

I 2232 2 40 M0 P NgBR A4 ik 25 25 S 2040 i
DA Ui 225 UL [0 P %) 55 et b v T v g I R A5 2
Xt VEGF 175 511 N Fz 40 B 1) 30 B8 3l 6 7= A 5 i, 2%
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4 B 2
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