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Abstract: N-cadherin, also known as Neural-cadherin/Cadherin-2, is a calcium-dependent transmembrane
glycoprotein that plays a crucial role in cell-to—cell adhesion, cell sorting, nerve development and a variety of
physiological and pathological processes. In recent years, with the rapid development of molecular biology and cell
biology, the functional research of N—cadherin has made remarkable progress, providing essential clues for understanding
tumor metastasis and neurodegenerative diseases. In this paper, the main progress in N—cadherin functional research in
recent years is reviewed, including its molecular structure, biological function, signal transduction mechanism and its role

in diseases. Finally, the clinical application prospect and future research direction of N-cadherin are summarized. It is
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expected to provide some theoretical reference for future research and clinical application of N—cadherin as a new target for

the treatment of diseases.

Key words: N-cadherin; regulation and function; cell signal transduction; pathogenesis; clinical application
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B R A R S5 e — R Ca* BUKEEE A
GG o1, B b A 1 — P A RS B 231 (cell
adhesion molecules, CAM) , 75 JE B Kl BfF 3% $2 B5F , 40
MLz AR s 5 R PR HERIMEH] . AR BT
— RSB 1, B AR TS B R AR R A
Ho BRE PRI R a5 AT RE 22 5
LR o3 S 2 MAS R 1, SRS G A R 42 L5
RS0 RS R R A KR b & S R
SRR R B, HETC AR 18 0L, iR
P AN X 22 57, PR 2 S AR 1 dn oo T8
MBI o4 Rk, 1 RIS 1 32k 4
AV, o0 O b RS % 3R 1 (E-cadherin) |
il 22 45 %6 2 1 (N-cadherin) | i 38 45 25 & 11 (P-
cadherin ) F1HH /] f 45 26 25 11 (R—cadherin) 5 11 11 7!
B A B H F # N Cadherin—-6. Cadherin-7.,
Cadherin—8 Fl Cadherin—10 55", R #5241 L) 43 4
HYANTR] 288 55 AT LA 43R 3R B 55 2 26 11 (E—-
cadherin /CDH1) | #ff 28 #5 % 2 11 (N-cadherin /
CDH2) i #5455k 8 11 (P-cadherin /CDH3) 1 9 5
FE 57 11 (R—cadherin /CDH4) | L4 3% J 45 3 6 H1
(VE-cadherin /CDH5) . '& %% i & 111 (K-cadherin /
CDH6) LA & JIL 1A %5 % 4 11 (M—cadherin /CDH15)
SEN AESEA R BRI R 5 A R R 2
ARy B AT Z [ A EAE T, AT A & 24 i
ZIRBEY N

N-cadherin 43F, . T 18 5 YL A R K 1 X
27 1A 1 250 Kb KIS 4%, ih 16 4~4h e 14
B, N5 5 X 25 ) A o N—cadherin A 3 5
F TR . N—cadherin J2 T 4 85 26 & (1 WP 9% B
R —Fh 2 1B 2 A RE R 1, 450 b i A e
AN R I — A 15 DX — A L PN 25 A S A i, A
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N-cadherin A& —Fp 4IRS B 537, HLAT E5 488
PE, TEGH ML B D N-E5 30 8 T E RO o 3
WFE 2 W, N-55 3626 1 A Bl ok s Th e S & 55K
2 L 375 2 IR, S2E 1T 5 e 4L L) S MR T
i, 76 Bz Bk A A, N-45 56 85 1 Bk 25 808
JUk I3t W Ty RE A D055 , (A5 B TR 25 ) 52 B S AR B 11
2%, N-cadherin 43 1T LA 2F 20 i ()32 3 FNAE
B, 20 B A% S — A 0 s T A e
FERE REFE D P2 e 5 A i FD R 28 T K S
BT RZHUG I T RERIT R LRAHEZ H
WIS RGN E a0 . IR &
SE RV R, 31X — I R v i S b 5 380™ 8 1 A28
PRI ALFER J1AR . XA S AR BT Iz 4
JLIEE {5 AT . Th i Y N=5 2 8 15 B4 i 3 i
B—i& B H KV T, 5 R i Wny/B-i% IR L
S5 W B—catenin [F 22 75 41 M 2% 1A 1M 52 51 97
il , B IR R A A . X8> T Wit/ —catenin
HOSEIA 2638, e R T R IO R T A0 M 1) 1 G O
T E AR PR Z AR A R B ) R S5 A
JA R, N—-cadherin 1 [ 42 il 1 28 5 J5w 40 10 %) 3
FE R, A8 B Ak R, R Y 85 2 AR T 1Y
O e, CYFIP B[R Jr J& (9 ARP2/3 &2 & 1%t
JULSS A5 10 D00 245 114 322 0 2 2B Ul /> , ot 22 Jsg I 4 L g 3
R RCRREAR . AEC, 55 2R 1 1T AR 2 S B0 A s
R a—catenin 30 DT 1S 58 L3N 2R 11109 53 32
TR 28 158 JoT A L 1 ds sl

TEMHFLAN P R B 2 fih oy R 15 BB TR
TG fiuh A 60 1) L A1 0L AV P 2 ) R RS S Y
KWIdERr. T LA MA VR L2 2 R0 Y
JL A 02 JLAS Bl G, PR v A0 1 il 5 T BB
TEHOA 3 S i Y SRR E R . AR, A ML ME
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MNAEH R A G0 FHLRIEAR R F 2
KA o N-F5FE 1A R IA G50 T 983 1 S0 Fl
AT o X N=5 685 1B p 22 e iy ik — 2D T4 4y
Br SR, N=45 55 85 116 9 &V F B4 i e AR R R
JIE BT SRR K R RO . B, B
W AAE R JE T 16 2 FoKF- Ll N-45 302 (1
R T P A 1 7 U T o N—cadherin ELA7 i #F
NN AT DBE , T RELESE I SN A 5 N AR IR I i
i EE MO, N-FEE MW RB SN
DIte k2 i FE S FIN Ay . N-F5 R =
SO R ROE MR N Z

A —> 5 CDH2 A I HY 4 i i e, I8 5 /2 4
MIZET: . FEAEFAOET 3 > A 4t e () 5 R AT DA 2
FE R W AE R IR e M i AR R R . R
AMIESE 2B, 55T CDH2 [ 26 B 4 ke e 24l
T3 F R EK 0 B 41 ik 99 25 11 2 (B—cell
lymphoma 2, bel2) , a¥ 41 Jg 45 V8 75 & A 34 B 1/2
(extracellular regulated protein kinases, ERK1/2) , %%
247 3% A6 2 P (mitogen activated protein
kinases, MAPK) % . CDH2 415 B 48 Jfd [v] 322 15 AV
AR 1 20 R A ) A B e R A A | i LA S S
AR

CDH2 7 WL\ 52 HU 0% 327 4 A v RS T 248
FEE WAETEFHET . BEAESLEEEN
B4 22 0 T 2E JR FE R FC 41 (Sertoli—Sertoli) 41 g
HEHZAL , IR A AR AT 52 hL A 40 L 2 2 b Y T
il 2] . CDH2 X 4 A [7] [7] 29 25 & F 20 21 5¢ % 1
FOCHE L, AR T BH 1k AR FE A0 AL 5 Sertoli 4 Hf1 45
4o CDH2 i bR SO NG Bk i A B0E B AR 7E
2 L S P RS KT S8 KL A TC 5 M 7T A% 48 i e o5k
WU SR R 235 0, sl 20 A4 4 A ) Jo 4 R B,
i A0S B . CDHIL AN CDH2 f bR/ R B A 3
) 2 A A FE AN M 0/ 1= o 1L 52 B# B (blood testis
barrier, BTB) /& 37 43 4 g (R 1% 104 5 5k 435 44, % A=
FAARE R Bl B G E B NS5 3 A (1 7E o R rh gk
WA ITFHIE PR . S5 20 I AR 5 1k B CDH2 52 1)
BTB DJRE , AE Ry 45 o 24, 9 A= s A i g =0
Z , CDH2 75 3¢ 4 v (19 22 35 % BTB 45 #4) 1 1) fig
FOCEE HRIERER T RAE .
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N—cadherin 775 1VF 2 Fi B0 18 5 161 L bL an H 3
1k BEILAL 4 . N-cadherin f¢ 55 249 B 1% I 16 1
& N-FEEEA , X2 VF 2 MR e R A 0 45 21 .
Xf 2235 N-cadherin K "B 4 it 20 i 3 i) A 58 R 91
200 JHO T N8 A 410 o) 590 4K 5 2R T O— Wl B A 411
il 7 BAG Ab B, A AR A 3 2R A B s B o) T
) N—cadherin'"”', N-cadherin ¥ 3 §E 5% N- £ it
M A OB 5% % BV (N-acetylglucosamine
transferase V, GnT-V ) &k 7K F- A9 I8 15, iX & —F
TEREEE 1AW 6 e A ok 2 R4 N-SME 6 ke
Vi () B L 55 R i, GnT-V 1k N- 54 | B (1,
6) -3 5k N- W Z A A A e o X IR
N—cadherin 7F % 28 4f Jf] 1 J& N4 BE ALY, A &
O-Mi%AL . N-cadherin £ /\ /TN ) N-iZ 42
BEHEAL A 5, R siRNA UTBK GnT-V PR A2 £
GBS AR AT 1 M 25 % 3 1> N—-cadherin 1 fig
9 N= M 5 AL A7 0, 20 90 O EC2 Y Asn207 Al
Asn325, EC3 1) Asnd02, 5% Y N-Hl 54k 52
N—cadherin {4 22 {3 FIERE P . 240 B )RS BEE 0 48 A A
GRS PR R AR

TE M 2 B BUR . HUAT N-cadherin () N402 {
S B9 N=HE 3 AL 72 il N—cadherin i) 82 2 2 , I 76 4
28 e BT G A% AR T o N402 1Y N-SR A2 H B
~1,6-GIeNAc 73 SCIE Y o 71 BUR 40 A &8 U251
FIAL72 40 e, #0046 N402 1) N- % 56 4k A 1F N-
cadherin 2 [ B R A 1T A 5200 L mRNA ZKCF
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31 N-fSREBSMHBAEAXRIIXER
N—cadherin 75 £ 28 40 il . P9 52 48 A2 | JUL 28 At Fn
T LT 20 A AR M PR A KT JEEAE EMT (AR
i J& N—cadherin A [ L) )2 E-cadherin #) T 7 , X
T 56 2 T OG5 Y 58 10 10 A% R 22 R AR G
B B SRR R LA R AR AL A
FEFLIRE T, N-cadherin 5 BT 4k 240 i A6 K R 52
& (fibroblast growth factor receptor, FGFR) #H H. {
H, Wl MEK/MAPK {5518 i, 1755 5 o 2 Js 4 11
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fif =9 (matrix metalloproteinase, MMP-9) 23K , M 1fij
Tt T IR R R o MIAERS e e R0 208
FHG A AR IEE T, N—cadherin )38 1< 380006 B AR 1 JUL S
-4 /R P B (phosphatidylinositol 3—kinase,
protein kinase B, PKB/Akt) {5 53 i {12 1 [} 7 240 Jifg
15222, [F] I 410 7] b T 200 1 0 1, 4 v e 98 40 L 170
A A N-E5 268 LAY LI X8 2 5 45
ZFPE 538 i, 40 Wnt {5 55 38 [ F1 MAPK {5 5 38
[, XL S0 AR AR A A e S AR O T A
R AR AR A

PR TR SRS PR EE MR o
EATERIG &4 HEUEE R A 2 ot
SRl i IS bl STRENE Y PR i e SRS BB
HPERE RS RE N EREAE Y, X040
FRLTRI RGN RGBSR - E R E A
P AR 2 R i A BN A 5 #18 ] BB UM IR 110 1 e
I fz 4f B 1] 52 T %% 1k (epithelial mesenchymal
transition, EMT) J2& [ {7 21 i £5 % 75 H (E—cadherin)
TE I ik i R rh Ak Bk i —FPL . SR, 7R
Jidgg e e AR R R AR TR 2R Horh E-ES R AR
1 A% B-HE PR EE 11 p120 EE PR AR IR Sl B i 1
] e B B A 5 AL A0 £ 5 T B, T 52 A T R UK
fifi \Rho GTP [iff . PI3K 1 Hippo 5 Wi 5% %k 25 1 41 Jif
S ok iy R S A b I e A e
KA R VF 255 T BRI 5 LG, BT X
5 6 E L0 R 1) 24 WAL T LB o S A R
e

FEIERRE T, A o] 40 55 A0 1, DA R 4 i 5 5 o
KB 251, #5520, ol s 200 i 8 A5 B
TG BRI figk 4 L A1 R 5T, 4 A LA D0 1 Ak e 7
KR AR O A TR A A AR 1 RN B AR A
HAEIROLE . PR, A5G AR A PR AR 25 B
TEESREE FH DI RE T 2 OCH B IR 4SS I Az 4a iy
S AR Ty R A HEAE ML LUl E- 5 A AR
FI R B R B IR AL 25 520 - I 1 545
ARSI B PR MBI Tt vl Ak
Ho-EREASBHEA-B-ENEALZ TV
BEEAE
32 N-f5REASMERFHERRIKX R

N-$5 55 8 R 22 0B AT PR Hh Y A 00 H 25

ZRVFLE R R . PR NS R RN
20 o [B] 3% 422 () L B3 TR AR 2 TT IR RS N
G fil J J b R AR OCHEVE T o TRl 2B AT M
BT IR 7% 1 2R (Alzheimer’ s disease, AD) FlH 4:
P54 ((Parkinson’ s disease, PD) H, N=45 &5 &5 H Y
S RIS NI RE 2% B A S 2 ) i A
RZ—. WA N-BREHLES SMAEITWITHE
AR 3O TR RGN IEH KT MR 2
KHEE, TEph@BITHER M N-F5 258 F ) 2
RER I AT e R B L e E R AL S kT | &
P TC R FET RN A2 25 IR . 4N, 76 PD Y
o, A N RR NS EE I B S Rk S
2 U BERE A 22 TT I FE T RN R 28 27 4 1) 1R 1k %% V) A
K WA 4 AR A R A M A 2 T R R
& N5 2585 A DI REA S UG 1 g kI, S B
it b TR 56 A AR T PR SRR TR K.
PRI, A7 W ZETR AME G N-55 8 2 1 5 50% Z W] 1Y
KAERGED,

4 N-45EEGlEmiiz 5%y
YE A

N—55 55 85 AP0 AR ) 27 vh T R OC E
AR R R AR AR S Sl R b ARk,
BORBEZ s TN-IRER SES T TZ
(] 52 2 (AR AR o 3k 2240 B AR F 52 e 25 40 i N
M5 515 36, V8955 20 M 1) A BN B P . N5
FErEL S 2GS TRIMEEER, 2 50 5%
T 2R RE . B4, N-45 %58 115 B-catenin
F9 AR AR FH 2 Wnt £5 538 B rh i — A B AL 3R .
Wit {5538 B ARG A 7 ARS8 50 A0 Al 25 i 7
hRIER EEAEM . AR N-RER S B
—catenin ) 45 & HENE 2 i€ B —catenin 1E 21 Jifg N A 7K
- N-4555 25 115 B—catenin B AH 5 4E FH BEUS 3%
Wnt {5538 ¥, #F 11 9845 20 A A 3G 58 AN e Ak, 3X—
RIS T N-F5 76 AR 5 57 S Pk
FH A RE D E HOTR T S A 1R A SR

AN N-FE RS T HALZ R (E 58
PER AR . G40, 7E FGFR A5 538 #% h  N-45 2 &
Ff 5 FGFR MAH AR, S0 T FGFR B WL
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Table 1 Expression of N—cadherin in different cells

Cell type

Expression situation

Observed effect

Nervous tissues

Glial cells

Decreased N—cadherin levels

Synaptic structures within the brains

of mammals

Germ cells

Tumor cells

Widely expressed

Increased N—cadherin levels

Expression of N—cadherin
Deficiency of N-cadherin

Specific knockout of N—cadherin

Abnormal increase of N—cadherin

Mediated cell-cell adhesion in the nervous

tissues

Reduced cell migration efficiency
Enhanced actin branching and cellular motility.

Extracellular and endocytosis of functional

synapses were enhanced

No effect on testicular structure

Promoted cell invasion and migration ability

AR IR 50 TR . X — Rk — 20
UEM] T N-E5 8 e (S R g 2B . A
I, 3 S RIS N—5 266 2 11 e IR S5 500 b i D) g
PRAE TR . I AN N-F5 R R RE S 2
[i&] Pt 57 A 8 3406 R T (steroid receptor coactivator,
Sre ) Y 2 16 B 5% AR ELAE L 380 3835 Sre Y 15 P
R 5 R 20 A A KR O3k . Wnt 7 S S B
—catenin #% 7 (v A DG, T 4H M PR 5~ 5 355 Ik 20 1 i R

e A
g

Collective cell migration

250

(¢

\
4

T 0 IR R 22N EE R o) 1 #R 239k B—catenin T
0% . N-cadherin 5 p120-catenin , a—catenin Fl B
—catenin Z5 5 WU AR, 3T 5 LS 1 40 -1 42 A0
%54y . N—cadherin—B—catenin & & 1A T [ ed 20 i
H O R A R fidt () BF A%, B—catenin fiff 5 2 Ji5 5 o7 it
N EIJi 240 A DY, S T 400 e DR 8 Ak L 3
PR 1 R e 538, L CD44 T MMPs 45, AT
P g i 4% (16 1)

Frizzled

“MMP-9 ) \
S Invasion and
( MMP-9 ) metastasis

& =
el uweo T bi
Transcription™_ -~ Created in BioRender.com bio

Bl 1 N-cadheriniid & Mg FRHMBEERE

Fig.1 N-cadherin promotes tumor metastasis through multiple pathways
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05 5 AR A R B IE T B AR R P K SR 3
SO b N 2 SR i - W I TR
W BTy A] A AR BRI . N—cadherin 56 f5
BT 3o AR 5 At 2 5 R R 1 B — B 5
— R VI #I o 41K 135 ku ) N—cadherin g #h 25 #4 15
L MMPs . ADAM10 Y1317 A= ] 5 7 B NTF
FICTF1(45 ku) ; CTF1 9007 T3 BEIX Y PS1 52 &
e — 905, 77 4R CTF2(35 ku) i BE MBS 09 B
—catenin 2 4 JE 5w, U1 E] 7= A= ) CTF2 v 78
b J5 235 K4 35119 801812 4/ 5 15 B—catenin 4555 (&
2). HATXF N-cadherin i) 07 &5 2 28 B 8, o
S R B S A AE 714 0RS BBR A 715 057 5758 2 R
ZIa), WL N s PST U0 RIS s AE 747 A5 i 2 2 F
748 NiAE R R 2 8] . NTF 1 CTF2 B2 5K
AN (5 5 . CTR2 1 A st R, (2 1k B
—catenin 45 [ 5L [R5k, an 4 i A 2R 1 D1
(cyclin D1) 4 fid JE A -8 i filh & CBP 8 11 B i
4] CBP/CREB 4 3 B 4% 5% o NTF i o it £F 2
g4l 0 B N PR R R N i i 3 T € 25 N4 o8
AT LASEIN PN B 200 6% S RS R I A A L A R
240 BRI I ST o LA R A A2 . A SCHR R
1B, N—cadherin [ Jg 7P X B UTET , 234 15590 ku (9 5
B, SO P 25 A1 1 A AR, 0 P R A0 L Y
A%, 5 R AN B R B RR AL, AR X A
AV R BOEE IE N IRER A T8 AR L FLIR
TR I s R85 1 IR v s RBP4

A

Y
S
a§§§"
Extracelluar £ Cytoplasmic
@% PS1
N oo
N-cadherin

2 N-cadherin J1EI "= E

Fig. 2 Schematic diagram of N—cadherin cutting

5 N-45%8& 8l R M A=

51 N-SBFHEAMFIFIEMEEZFNER

BE X N-45 6 8 L FE MR e B VR B2
FANVIEAE B IR R ) N-55 26 25 4 1914 T SR
B4, 38 i IF % BT X N-452h 8 1 A9 RE S BT AR el
FIFA), T L BH T N-55 25 26 1A T Ag , DI 4 il i
AR MR 28R 1. BRI T LR
R N-FE36 8 (RSP0 . =R RAL 5P LT
CAR JF¥ His—Ala-Val (HAV) : & R PERE & 53R
JRFNE BRIE KBS . X B & A HAV P31 ()34
K, B4R ADH-1 8% Exherin, 5 85T & 3 I 550 2h
I FH T RIS , 76 MR At R 8 3R /N RRUBE AR rp
il IR N—cadherin [ff 5 , DA 117 4000 i) 40 it 8 75 FEE 5%
i AT Y N—cadherin 5 .3 42 (1930415 ADH-1 119
gh S, I T 7E ADH-1 4 T A A 3 N-
cadherin &5 & 07 5l B 2R FH I 2 R ak ik . ¢
SEHT T AU 52 T, ZE VR A 23 B N5 2 2
FI/ADH-1 A0 B AE RS, 035 1 T FDA b e i T £
IR s e e e B A D R

ADH-1 & — /N B IR T R0l 487 40 1) 7],
VA (AT IR A i A AR S M. ADH-1 3B
PEHE | F5 PR ML A5 5 T FELI N-5 26 85 11, X 7T g
S5 bR 1 A R G A IR e A0 A A A T L
ek 96 440 e T P R A0 B O T 5 . ADH-1(Med
Chem Express, Shanghai, China) , j& — ' N-45 3 £
FIE P, 0 EGFR A5 Y Jigg 35k 15 s ADH-1
LA BE DR SR 52 % . His—Ala-Val (HAV)
(4 A TR -9 2 MR -4 2R ) 367 1 IR S A o N5
FHEE A PURAE Ot B 2 9 FR O N-B
-Ac-B-CHAVC-B-NH2(#7 4 & ADH-1) . F IR
R HAV JKAT LI ] N-£5 %68 A 09 TR, M4 HAV
L ¥ 0 2 IR 0 M T R T B A 9 P R Sk
B, 24 HAV 5677 0 42 B A~ R4 R i), LA
N-45 5556 1 89 KSR HAVD F 41, 1% Ikl N—-45 %6
FEATIRERA AT Z I HI ) . A, 2 HAV 3
FF R 32— 2 R, R T E- R
MR AR HAVS JF 81, 26 25 T Sl N—85 6 8 11 s
MBE 1o HAV B A7 T A3 2 L) 4% 26 25 1
o R T, AR B AN R A A B AR 1 A g e b
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— TP AT REPE R HAV P2 T A 2 LA 2 2 11 Y
VA G  OF HAk s rk t 3 s B e e, HAE
s W B PR IR ADH1 1] LTI N— 65 56 26
F(—F EMT i9FR 109 9 2i6E
52 N-f5#ERAERRIZESET PRI A

1E N5 358 A 5T b 2 W7 ik iy It & 5
PeAXT 9055 1 LI e BRFITR T B OCH 2, AR
o B AR HOR Y TR R BT N5 R A Y
WA BT TR E R B, E e il
R WFFEN 5 RE A% T Aff A 0 20 ZUREAS v N-415
HE MR, IS WA TR s . it
Hb BT N-F5 R4 R e MUk TR R T 2 R
ol R R ) B A I T 1 A IR 92 VA BRI
(ELISA) FIAR S5O HOAR , X 8677 A TR IR b
i A A IZ Wb A T AR

0 FH i30GS 52 W B i 46 (ELISA) 3K 7 &
(INTRON Bioneovan Co Ltd) Wl &t il 3§ ' E-
cadherin 1 N-cadherin A9 7K - . i H] ELISA PR
4100 W' FE AL ESCHE 450 nm M6 B2 K b
PR AR 2R, P45 Y E—-cadherin A1 N—cadherin
fy e BT AR A R 3 RS A9 3L BT (R&amps D
Systems ; Minneapolis, MN) , i F 178 ) ELISA {5
B ARG IR 5 WP ) TNF-o, MMP-9 (11L-6
(interleukin—6) F1 MCP-1 (monocyte chemotactic
protein—1) & 1Y & JEAT 5 1 40 o AL, BT XF
N—E5 262 A MR 43, AT DL /N B GC—4 HitfAk
(Sigma, St. Louis, MO)i#47 |” ELISA . S it v Fl
TP EN I Y TAE

SN B ) N=505 2 85 FAYTR YT SR s AR B A
Jr BT R R R AT S 8 IR AT N-E5 2
H S FITIRE , LUK 5500 & A KRR
FATAT LLIF Kt B I 2% &2 A R ST 25 7
¥ R IR SR A R B TR T RCR AR 1 i

6 ZiHER

N5 366 45 AR 40 i 12 122 A S B 00 1, 7 4
e e 5 PR LR RO BTSSP A 2 B . ARk,
BEH BT B B AN W 2E 25, % N=45 2 8 H OB
BUG T RFDEE . ARSI 5288 555 = 2

ML 3G 5 5 o0 Ak N=- IS R e 2 R et /R
s A EEAE . A, A AN RORG R BL AR 5 BIF
FEH B G A I N5 2 2 1 o R 4
P 3585 AH AR AR BT I Re v Y 3% 4, I 4E 45 2H 2111
SEREME AR EPE . A4 IR 5 1R 28 1 TR %
b, N=S 26 25 10 o SRR AR AT 5 e 40 e ) 5
BRe I m UM C . AN N-FRE AR S5 T 4
WA 5 5 S 2l ok 5 2 R0 E S 00 A ELAE
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