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Potential roles of nectin-1 in cognitive impairment in epilepsy*

Wu Jin-xiu', Ding Yi-chen', Feng Zhan-hui’, Yu Yun-li*
(1. School of Clinical Medicine, Guizhou Medical University, Guiyang, Guizhou 550004, China;
2. Department of Neurology, Affiliated Hospital of Guizhou Medical University,
Guiyang, Guizhou 550004, China)

Abstract: Epilepsy is one of the most common nervous system diseases. Cognitive impairment is a common
complication of epilepsy and seriously affects the quality of life of patients. However, the pathogenesis of cognitive
impairment in epilepsy is complex and has not been clearly studied yet. Synaptic plasticity is an important
mechanism underlying the occurrence of epilepsy and cognitive impairment. In recent years, more and more studies
have confirmed that cell adhesion molecule nectin-1 plays an essential role in synaptic plasticity. Nectin-1 is
abnormally expressed in the hippocampus of rat models of epilepsy, and causes epilepsy and cognitive impairment
by affecting the synaptic plasticity. This review summarizes the possible roles of cell adhesion molecule nectin-1 in
cognitive impairment in epilepsy with a view to exploring potential intervention measures.
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TLE 3 19 TAEICAZ N R P i 5 4R % L 32 80
B G R AR PR 2 ) o 2 A A P
FL AP A B R AR R S OB T R S SR
Ty RE B 5 1 S B 2 (R B ™ 5 e R A AR TR R
T LU f R LI R R Y B
FEUH LN TLE I\ 0 B A5 £ 5 178 2 096 5 J i 44 R
Wl /N A 5 2o T B e A TR U (4 S
Do £6% 15 Mg 1) T 246 322 4 22 IR0 (9 A ELAE D DL R O
IR 5 T DA R B RO e R SR E AR TA N
T REA0 T 1Y A BIL R oA 58 4 B B PR, R
I ML I F 9T — LR ] PN A i 0 B A G
(R RFF 5 IR

Nectins /2 # J BR 2 188 5 1 1 — b 5 fink 240 it
Fi i 43 7 (synaptic cell adhesion molecules, SCAMs ) .
UEAE SR, A5 B 5T 2 W] 40 i 5 B 43+ Nectins 55 45
LRGN KIRE VI, ASMREREAR H
JIIR BT IR P BRI A K T R R A T T B
52 Bl B4 S, A A DG 5 2% B A0 i 8 o
Nectin—1 A & 75 5 i (9 & A= Bl b A 31 22 09 1
FHIM R B 22 (4 W], Nectin—1 7EIA I D fig
B AT e K 44 OCHE A VE FHT (B Nectin—1 75
R AR 0 TR ) SR A D o A S A Y R R
F Nectin—1 ££ 5507 TA 1 T3 g B A5 & 95 ML o 1) v g
VEF i —253A

1 ZHREFIB 2 F Nectin—1 ZER At R AY1E A

1.1 Nectin—1 #it

SCAMSs Je: 5 5 fih i 7 st , 3l 25 V81 19 5 fgh 1 3 A
S Ml mT B HGE B 22 R o ik 2R R A2 R B A L
TERZ 5 R W5 fi & A 2K 58 il il A R
RS fih D) BE . SCAMs 1) ) R B 5 25 w048 g 1 45 ¢
SHEDX ) R 58 IO S RS A PR e A% 38 , T B il &
Fa 58 BN I D REBEAF" . Nectins J& — B AN K45
(1 SCAMSs , H-Z 5 & Fl 4t i — 240 Jf0 2 B 3% 422 . Nectins
FWE A MU S RRE < 1A 3 Tg FEFR 09 4
Ji A DX 38K, 1A B8 B %5 ) 3R A 1 A R RS S A 4 A
", Nectins 3 25 4 i S X 38 DL AS 4K 861 55 25+
(Ca™) 1y 77 2B B IR R s 55 U5 e 5 3R A, 5| ke 4
LRI 25 B . Nectins 75 K 22 804 i 28 A v A 3R 38
54V 2 5 [6] 51 5 Bt B9 N—cadherin #H H , Nectins AN Y
A5 7] 75 4 60 ) 86 Bt LA 5 5 280 40 1] 255 B0

Nectin—1 s —7Ff [ BUES 546 1, il LA &5 F 3l
P25 5% 45 A ST L PN 45 R SR 2, T A B Y C i 4
& T-afadin (—FP LB E H Actin 25 5 E H ) L B R
fill 5250 o AEUE A4 P & 3 Nectin—1 £t 46 2 7 T il
G, T AE A 28 70 15 3 AR DY 8 Bk 2 ARG 2 v Az ) 391)
HC 32 B 508 P £ 1R Nectin-3°"", Nectin-1 {i T- %
i T, HEAEAR 40 Neetin=3 32207 T 28 fil = JBE,
I S W AR IS G TR S W 1 A 3 4, O fi
& F-actin 4i il 15 42 F11 N—cadherin/B —catenin & 5 )
HOE =2 SR EYER I Y <D I A == LI E 2 K S R
B IANR)Z 50 K& B 7 2 Nectin=1, > T L T H
BE DA g n] ORI, X 98 8 T Nectin—1 7£
KA RGE LB TN EEE, ARG T, O
8 T B F B 53 T Nectin-1 i A 2 £ BEIIRE , 40
ST B | B EELT AE IR T S Mk ] SR A AR
BARICACTE A2,
1.2 Nectin—1 ZE S AR A B 1E

8 fih J2 JE R 25 7T I 2% I 7 27 2] FE A 55 2
AE T R VR A Bl 22 J0 TB) 2 o R 7E 2 Ak
FE/AKIT 2 Fh B4R . R b 3% B2 (synaptic
junctions, SJ) Fll &5 Atk %k B} % $% (punctate adherens
junctions, PAJ) , STAFAE T T A 2475 PR A 6l # 52 il
SEAE T PATAUAFAE T 24 A PE S ik PAJ Hhy JL A
240 Jit1 %5 B 53 F #4 B, U N—cadherin . afadin . Nectin—1
Hl Nectin—3 51, SJJ& 1 2217 A% 388 1Y 5 2267 13,
M7 PAJ 2 75 B 2T 4 Al 58 A 3 A1 CA3 DX 4 41 i A 28
Z A B MU RS BROL 8™ PAT 7E K 22 8505 8 2 4 58
fik b BE Gk o BE AT 4 S Ml AE D AR R R LT 8
WTEL I JE ST AT PA, G2 A ST A PAT AT
B JE T B T 3 T Nectins A9 40 i - 41 B 26 B, 4R )5
4 3L T N—cadherin 11 2 JitL — 21 if 285 565 47 % 210 286 BT 47
J R S 7 i UURY IS N I eI | 30 9 Y 11
5 fiph =1

5 fiph 38 1ok 240 L 2 B O 1 LB EE B SR H
S50y TR E R AR L T8 i b 4 4 FL A Y e B
Nectins 7E 1} 5 CA3 X 2 5 PAJ B HLAH b 7 25 A9 T
A%, HoH Nectin—1 F1 Nectin—-3 2 [8] 41 B AE I, f& 1
PAJ 19 JE ™. 2 5 PAJ 1Y 43 F i 5 Nectin-1/
Nectin—3/afadin & & ¥ N-cadherin/3 —catenin g4
Y, P 5 A0 N B AL R G F-actin BK &, JE I 52
G il 1] 322 42 14 40 i 22 [ 9 PAJRY . LIML A9 3, 78
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i34 %

5 filh 7 B B Nectin—l-afadin % 4t 5 N-cadherin—
catenin R G — L ENTE PAJAL , R A K FH Y
AL T WA RGP . HiX 24 &
G075 b B 3% 2 b S (W] A FEAE T R A Al o A 4G B
] E5) | S fih I i ) A A A o AR

1.3 Nectin—1 ZESfit AT 2814 fh A9 4E A

TR A 28 T I 4% XoF A 45 o) 95 1) S g A R R T
FAPE, TS ik AR 5 R K 2 R A 1 5 Mk 7y 2%
il 5 25 48, AE RN K AR AR A SR R T 9 P g
Bl 2 fih 7 5 22 H I Bl R/EC(F 5 4% 38 5 el s H
SERgREK ST RE T, RN S Ak T B, SR RE M
ol HCE AN A A BR A, A SR RE S S B )
FCAZ i FPY . RS Ml T BEPETE S A 2 W 45 rh
PEALFRE M . RSP U Sl ot W4
TG SHESE 1T CA3 XM 28 0 30T v Y 28 P 11 % 1k 28
filk, X RERAR il R T AR 11 (dentate gyms,
DG) & &L 4E 5 CA3 DX HE A bl 28 70 IR 28 A 2 1]
PRI TEZS . DIRERN 4> FAFIE™ . W) 28 i —
NG, HRE AR R R AR AT
M MGl AR A AT S B O E L )
XN A AN B EEE X, HEJi2#2i
SRR TSRS, R IR B B mE )
REBBHSNYEAR T, R SR /N B
B AR Z2 AR R TR 500 0  Hh S B R,
B o3 B Bk DAL A B BT B0, Ok SR g3 AT DL 4 R 5
fiho . A0 shank—1 3 P (1223 A 4 i B 2 ol o 119 32
BREN) AN R PSRN, 1212
B IR 2™, A SR, W R BOE &M AR {6 1T DA
TR AT YE, SBMAE LT RN, 2R
NN T BE AT .

N0 B5 B 43 T Nectin—1 FE R R 48 2 G 3R
RINGNRIZEEAR, E2FEE LT, LM
ZEPTRE5E % B, Nectin—1 (1) 33 & 26 3K 5 | B 28 ol K
FEXGIN, AR JLE B IR I N, 1 Y1 #] Nectin—1 fg 4
Bof, 5% 08 R 1) ol 28 TU AR 8 R 1Y) B FE R, SR B I
RAF T fE SR Nectin-1 (9 INRE, Xk &S
OB Y ) B A R AR B A B AR e PR RS, Rt
Nectin—1 f%) JIfg 7N 156 7% S22 1Y 26 B 3% 32 15 Nectins T
RAE B I 9 20 TR, AN 8 A Y A rh R 2
VERT, 3362k BL5IE B Nectin—1 75 2 fill JF it v G g
PEVE R, 38 b o YT 2 fh 1) 3% 22 R A 4 28 figh ] 9

o BN Ry, A i AT aE o E Y An M 5 B o
(U Nectin—1) {4 33K 20 #1425 2 fish ] ¥4

HONDA 451 % Pl Nectin—1 5 PR il B8 /) B2 R
R E ST aE, JF B 8 8 21 4K 5 AT CA3
DX A 44t AR 28 22 [R] Y 28 fish 4k 19 PAT K a8 2D
TOGASHI 25257 & B, Nectin—1 A4 33 31515 S 40
JHEL A % 5 RS 98 B0 AR AR T 0 25 3 5, 1T Nectin—1
i I 2 kB 5 Sk A AE /N RIS S 1 P K BRI
FWITE B = Nectin—1 HYF B0 T 5 fi B 58 JE 1A 1
B, 8 fioh 1 A oty 1SS Mo 5 22 18 9 B A O S O
5%, H Nectin—1 8 Nectin—3 H 2k S 5 PAT 59 5 &
W, - IE R RN . GONG &M o8 & 3R,
5 M 0 BT 30/ BRURY 5 ) B2 2 Nectin—1 mRNA 7KF-
e T i A% 2 R 1 %8 B WA, L e T T o R 5 Y
B OY 2, 2R BAAS M R ) i I8 8 Bl 2 e b i
2116 285 R TR 2 R mT B

Lie LRSS HEWT . A MR 5> F Nectin-1
FEIk 5 H T RE S 5] 2 firh KB 5 BIOY 2 RN 2 Y
WUAE , SZNR PAT B REBE T, 52 e 5 i mT 28 M AR
A, Mg RN Re R & .

2 Nectin—1 5> FXHEMmBI1ER

5 fih 2 A 22 0 ik 5% FIAR 5% 22 18] B I — Ao o
Wk E 2 D1 KR 1S 5 (long—term potentiation,
LTP) 14 B #2 #1 #ill (long—term depression, LTD ) 55 5€
fih o SE A, S ] MCAZ R BE A . AT R Al B
 LTP fi JE 5T N- H JE —D— K & 24 2 32 1 (anti-N-
methyl-D-aspartate receptor, NMDAR ) ) 3 1% Il b &
Ca™ By PNIAL , 5 | A2 AT/ 1t A Al 457 R s LA 36 3k |y 28
A , 33 B0 8 A Xof 5 fih 235 4 1 D) R Y 17 25 02 AT
AR A I T] et 2 A Y R AL 2 — o BFSE R
B DG-CA3 5 fih Ab A5 725 P 42 i ) i IR 25 5 BOUUI
RAEI L G fih Dy BE B AT 2 2 b i 22 B (I
iE T FR B AT R [CLE A AE B R 45 ) 28
B AT P (BT 20 TR S8R 1A <6 2R ) 1) 2 28 %
o LA T H A R 2B AT M U T AR S
(14 5 fil JEZ 25 0 D RE , T OO A BRE A5 R 10 44 24 19 AL
B DRIk, S 18 2 fih AT 98 A T B 2 5 BURUIR A
I NI RE F |, IR IR vh AR T . T
fi 18] 200 b BR 23 5 4 4 35 5% Mk nl 28 4k A9 A T
J5
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25 1] (8% 1) T 3 AT AR T % A A A o
Zfih . GENG %F“'HF 5% & B Nectin—1 38 128 411 i 5 s
Ja X y—2 3 T B2 (y—aminobutyric acid, GABA ) i )
IS, R S P A ) GABA RE 1 8 4 5% fik 15 3 1) CA3 HE
TR, UESE Nectin—1 7] 738 24 (4 it 282 0 7] %, 51
Nectin=1 7E & CA3 4 (A 240 il GABA fE % fi 11y 21
AUrh B AVER . NI Nectin-1 B 5 % % 15 0T fE 1
o AR Bl 28 2R 8 % A 1 5% M B A 1 5 A - A 2R
L T i — 25 T U 1 &2

835 P AT B 5 R I, AL B - D B R
P B A0 A1) K BRI 5 H Nectin=1 B9 235 T, KR
13 5 [X Nectin—1 N ¥ J& , R B S8 50 5 4 BT 75 19
I H) S 4, K ) AT, EL I A2 A & R A Y TR
W, I B B T DG 2 47 2 L 2
Ui B Nectin—1 (8 57 5 235 1T BE 23 52 Wi v B X 53 6 ol
25 [0l 5 BE LT 4E 1 2P B9 IE K, H. Nectin—1 7] fiE 5 18
il A8 R AR OGN PIIET G858 ke 3L, ZEARSMIF 5T
H marimastat (— Fft 45 & 25 1 00 48 550 ) 400 ) 96
1 28 J0 20 M 55 5% 9 B Nectin=3 A9 U] 1 , 76 & P9 1 58
Hh R A A I /DS BB Y T 3 S marimastat F] {p
WA/ BUIR AR 1 7™ B R B FIHT 24 h N IR
YEWR %L . T I Nectin—3 ( Nectin—1 18] 53 B £ £ 18 4y
T W ATREZ: S 1 A 2E o X SERIT ST R B 40
Bf 43 F Nectin—1 ] € 75 55 (19 & A= BL 1 b & 4%
eI

3 Nectin—-1 43 FXHAFN )220

Z fish ] A PE 5 R0 T g (ns ) mede) B R
WVyeEoRHt o AT H A BR RN A R B 2 fk P LTP 14155
5] S ECE PRI Y R R, LIS BE e e )
(1) 2R AR 55 28 fh T R B 45 0 S 0 A OG A EE o8 ik
SR LTD A7 B T 808 Kk i ie 12 D) et 4 i
BB 73 Nectin—1 76 5 fil v] ¥ PR S ZAEH , A
K 8k 22 T I 9 25 B Nectin—1 1] g 5 A0 30 AE e 25
A RHR,

FANTIN 5PV 5% S I 7 W6 A v 5 2 fi i) 6L 34
B P ZE4E Nectin—1 7E 1 B RV ICAZ I i P2 4 8
BMER . LIV 58 K B Nectin-1 mi {1 S350 T /M L
TARICAL Je 3 ) 2 > (R B B 28 i /b .
A WFFE K B AR a0 B AT /N BRAE Y 2R B
T AT BE Z B, HL/N BURE 5 Nectin—1 #187K

Tt L 3 WA A ZG B 3 T Nectin—1 7518 5 = 7K
FEIR ] RE R 2T F R A 50 A2 DL i A B AT 9
PEAR ST R, Nectin—1 [ 6 15 5 5 %A 0 ) fig
bR A EEAVEM

FE R, K0 5 B T R ) AR I S IR 2 fih T
IAPEFIHA N AE™ . GONG ZE" Y 57 0, 18 M TR
J151#2HF 5 Nectin—-1 mRNA /KRBT T 51
L AF L A T e ] R )2 v A SR 9 L X AT g
JE B Rz R R M A B RS AT O . WU SR 5 K
B, T A N /N B PSP PR 2 BT (medial
entorhinal cortex, MEC ) —CA1 18 4 1) Fisf 6] JIFE 37 1 %% i)
TAEICAL , LA S CAT HE 1A 28 50 1 25 4 5 8 R 78 B
AR A2 400, HORE /N BRI 2 45 5 MEC H
Nectin—1 7K V- FEARA O, & W] R0 28 1 B 0K T
MEC-CA1 3 4 1 % filh {if Nectin—1 4 5 i #ft 28 52 [7]
BB, T B il O RN B G . BN CR
Nectin—1 1Y 5 5 I8 52 000 1 40 25 B, DT 75 2 58
ik 5 98, T S O T RE R S

4 REFERE

PO I R el WL 2 R Z — A
V) R B ek O UL A O, M S ) R R
T 0T & o E 0 DA ) BE B A Y 2R A R BLTR H
T A B o % flh mT P R R S 1Y) i B
SEnl, AR SR 5 il A I 0 TR B, TS H O ik B
T 5 40 286 R 437 Nectin—1 ZEM0K 1Y 53 65K
A KM, H Nectin—1 7€ A H1 Ty fig B 2 8 2 1
P2

25 TR 40 M B 5> F Nectin-1 (9 555 %35
A] fig 3l i Nectins—afadin & 4t 55 N—cadherin/B —catenin
F G LR 5 3058 fah BB 2 1 % 25 R % B
A5 S0 PAY B R BMAE R, I 45 5 k] 28 M i RS
M 2 5900 1 & AR SO RN D RE RS o {H H A ¢
T 44t i 5 B 3 Nectin—1 7658575 TA 61 2 e B 4 & A= Bl
1Y BIF 9% %8 /b, H. Nectin—1 J2& 40 {77 38 3 Nectins—
afadin 22 48 5 N—cadherin/B —catenin Z& 4 ¥ 5 %8 fish ]
IR | DA Ko AT 52 0 55 TA R 2 RE Y ELARBIL 4TS
ANVERE | AT — 2D R FE A K 2 B R 1) A BIL
il e 2 05 SR B AR T A
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