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KW BTG, MR, BRIE, Mg, MZRBRATYERON, TR
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M HNE (ganglioside) J&—2EFEHM T
BRI ARG, AR Fw H R A
HHAGE )2 RN — IR VE R . 45
F 2oy SR OK SR BE S B K 1Y Rl 28 T e
(ceramide) WHLST, A[EIFNIE R P2 H IR Z (7]
A EA —E N 2, X2 2R R
BRI E e 2 i D N NG 72 & E 2 1]
HHE B OB BE TS 43 J8 T ganglio- R %1, [RIBLAT
#l47 )& T lacto- . neolacto- . globo- isoglobo- % %)
(F D)W BN SER RS LT A 1~5 ARG
(1) e YR T B 3, I O R T IR S A S B s
(glycosphingolipids) #H . X /> B EH ZArd, W2
o PR S . eI, B HES ik
PR AR AR 2295 T AR B 1T PR B X v R S AR I 1
O SEAAEG, S PMEIT B 5 F A A L R
R — A A H TR L RS B M 28 e b A i A
MWL (glucosylceramide, GlcCer), F5-H LB
P 228 P e 5 RS — AP FLBH 8% 1% 3 3] GleCer |
T N FL M M 2 WE % (lactosylceramide, LacCer) ,
2 LacCer 75 3 i IR 5% # i ST3Gal V. (GM3
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synthase) . ST8Sia I (GD3 synthase) 1 ST8Sia V
(GT3 synthase) HFEFIF2000m E55 1, 2, 3/
W, ARA L GM3 ., GD3 fIGT3 2, X 3 Fli i
BT RR R a- . b-. c-RINE P&
NE& BUR R BRI R Y . ik 2 Rl 54 15 il
(glycosyltransferase, GT) K2 7EMIH = /R FEAR L
B, JPIERIREE G, Sk X T
M HIRRNE 5 3 A B X 2 GT 3R
PR BRSO e ARG R . FeRe 515
SO 2 —, BERTLAVE R 4 AR5 R A
FiAVE S R a8, W] DHEA YRR 2
RGBT . MR R A T AN A bt
Z b, FOKRREEEL AR A, Jf K Rl 2wt
¥ FE VI e FE RS b, RO B A 281 AR T o 5
ORI, e HARSERENR . IH S
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iz e W N (I R R B
(microdomain) 5 87% (lipid raft) 254 . AL
T R S AL A iV R AR R A W D Re i —
A FEBREH, A — WA A2 1 s GMIL,
GM3 F1 GD3 5 ifif £ M Y R F 5 v T~ 22 LI 5 34
R R R SCR Y SE B R W], SRR Y 3 T RE TR
BBt KB FFE  (enterotoxigenic Escherichia coli)
A AT (Helicobacter pylori) Z5 158 205 #
X B AR R A RSB AT e B LR TS AR, 31X
TRl L A Al B i T B TP B 2 R 2T A Y
I A P 5 i3 22 T R MG, AR RSP AR S
Hr, GD3 B THLAE IR T GM3
TERER I R g, AT HIEEERAZ
FEHEZMAMIIRE, B IS R &
BRI AR, X A 3 5 ok a4 i 2 4
MBI AA . RS 5 S il TP B DL R 205 S AR
16 55 RO R RN 1 S R A HI D BE A
TEICHR DG RE (A By AR 2 R ik (9 2890 1 IR AT
e, AR R GBI ) & st R rh, BB 4
X ALSE G SRR IR & i SRR S R AW
SRR, TN R DG Y A= BRI RE 1 R K Y 5
M) . A4 2871 1 A 22 K 1) RS B B2 M) — BB AH DG X S8 T
W B3G5 40 B4galnt1 JERIBREE /N RIC: &
MGM2, GM2 MYk 2 2352 e 75 58 fil {7551 32 Fl 58
fisk BT S MR b #OR B AR W ML RN
(neuroplastin) ik (4Rl As 7, 52 HE A 28
RYL, VRSN X B Z A2 R S AU 4R R
SR S DD REREAT, HI 5S4 PRI A T e

Table 1 The core structures of ganglioside oligosaccharide

chains
R1 METHEZOEESN
R fa'5 )

Ganglio- Gg Galp1-3GalNAcB1-4GalB1-4Glcp1-Cer

Lacto- Le Galp1-3GlcNacB1-3Galp1-4Glcp1-Cer
Neolacto- nLc Galp1-4GlcNacB1-3GalB1-4Glcp1-Cer

Globo- Gb GalNacp1-3Galal-4GalB1-4Glcp1-Cer
Isoglobo- iGb GalNAcB1-3Galal-3GalB1-4Glcp1-Cer

1 FNEBRIMREZ T RS

Yk LD 20 2 NG 1 T e AR e i 2 s, R
FigH 2 (lipidomics) FIHEZH 2% (glycomics) P>
BT ST A Rt AR TV R, BB A
H SR AT IR OB R — SRR A

A AERREFLEh Y KN, GDla, GD1b, GT1b#ll
GMI 3 4 Fph 28551 g I o Ao N S b 2271 BB 19 L
BULFRE T HAZH, HhGMI1 E2550 1 TH
P22 40 i 1 Bl 98 A Y 1B (white matter) ',
GD1a F1 GT1b 7E [ J5T F1 p i 22 20 i ffd A< 4 nid 1)
it (gray matter) 13373z Rk, i GD1b £ AE
— SOt SR AR Rk L FEE AR T AR
GM1 5 i 25 4t j 5 fl 348 67 i A 5 A% 38 B S AR G
H A K 22 5 i PN i 28388 Jo R TAORH G 405 25 - T 1)
AR GM1 TGk, PRIKTEMAE &S0, GMLA
EH AT SE A . GMI R 2 AFAE TR 24
JOAZREE T, B b S AR T b RS S kiE i (Na/
Ca* exchanger, NCX) %54, X—45& FE &l
i GM1 MR R A% A b 1Y 1 LA -5 NCX PR R8T
$£IX. (alternative splice region) 7 I H faf % L iR
(125 AR SE 1, NCX/GM1 & & W) 5E A TR A
JEE, BT Ca PAAZ S5 ) % ] B/ o 9 i 4% 17
TE PN 5T ) 4 6 ] 478 3 1 AT I RE T Ca™ iFE AL BT
Ja ., Rk B R i Cart s S 8
(calmodulin, CaM) EHE &%), 1% Ca*/CaM
A IR 2R 1 B PKIL, 9805 9 PKCIL AR fifi 4
S5 fih BE B E T A0 M B AR bRy %Rk B
(synapsin) ffRfl, fH5Sfmsei NE2R Lifes, &
E m Ca M TR il 4S5 E N
(synaptotagmin) i F 5 fih By B RN 58 fl iy Bl &5
AT P TS IR (B 1a) EfHEER
VR S L EZR VR EN NS LSRN (IR L RN EE=E
IR TELS SR, A SPURSPURSS G55
MEVVER, 72 A B 0is s 2 4 SR SR L
il 52 e ff 22 AF S AR Y R el S i e
(Camplyobacter) iAW) 5 WGP &
PR P 2 AR BT A G PR 2 B 20
AP AR, 5871 & S MlHT A 2 A A
it B0z SR 2N A, XA R T
RMNF AP 2 R BUAR TN 5454, [Hi5/0
YRR [ TG R, e RS PR A B A
NG FE L RS K o AR F
FEA M2 GD1a fil GT1b 7EBEH L1 20 47
A P RERZ M R4 CBE S AT 4E I (Schwann) 5
LTI Z MG R T, X A B R R A O
5 1 (myelin-associated glycoprotein, MAG) HY
HAMZAR T MAG & —FRE A it 7 20 i S A e
MR BESE 2, Bt= GDl1a M GT1b 1T fE £ i 15
MAG Joik AR E B I S 2sERIE ke (K 1b) .
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Fig.1 Mechanism of intracerebral nerve influenced by ganglioside
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(a) Ca*"HIINCX/GMIA Sy i A2 B 1) 1 ] B/ A B 5 A%, SR8 T e 45 R B T 4% A% ZE M 5 CaM 45 5, WU PKIT, PRI 5 fih 2 1
BRI, IRZNR B BRI 10 . (b) MZATThlR S IEEMAGRSE RS 1

HILEIRIT 2 A EALAE  (multiple sclerosis, MS)
S YA BEEIE R RS R IE ERE IR (18 e Al b 28
RGPS, HREEANE R SRRk
TSI — BT I SEL

Ak (Acetyl-) EHZETT 1 NEMER IR —Fh
DA, X R 22T IR B AR BRI RS I B,
PRZETT NG 1 LAk Ok S 2 — i B L M R 1

it i ) R AP I 1 . O- 2 BRAR W R R 1 &
PRI YN o E A DRI N E R TR EN RSP s U
KRS A B 2k £ Bk Ak i i i & A= B
WREAE . A, FER R SRR O- OB
NEWBIA N MG & A Ao e bsic, IF 5 Y
RIBSYBOHIE ™, 4 A SRR IK GD3 MR R 5%
FeAR v & WAL T A2 1 9-O-acetyl-GD3, & —
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T ) IR e e s Y it 7/ B

HATHZ IR, Mgy s b
RY R B GG A A W BRI, A
AR IR R N A A B AR ST, X
FIRETIX T AR B RAMOAME R 2 CEZ, fi=
PR 2251 B A B RE T B R DRk B B, 8 A e B
GD3 & J il ] St8sial (/N R 28 & BRI
71 BRI S AAEAR 1T, T BAgalnt] fEER /D BUAY
RN BT A 52 2 b 28715 1 Rl A 4 45 1) T 17 FRL 1 GMI3
FGD3 JUR L A — I A A A A5 A R 4
RS, R ChIR . Ee A I DX A GM2 B B 7 ik
iz e e LI, FRIBTAEREE PR 2T i Y
B BT AR 2R IR B ) B S R Y, P R L A
LA IR U GM2 A1 GM3 & i T, s 2 kb
Pt A SN E LRI 2, X Seis 5
AR FET 3 AR A A ) AR A i AR T R I 4
A SRR — 2L

B LR A BT IR S R IR 2 i
WK ARE I NN BE T 0 & P, A ik T
ZIW G KRB E A, ANERN 80 #2815 1 I R
BA U RaRCR, GInTes 28k LI ik
ST A R A5 403 T A R OR 2 T T AR YT A Y
M BT R BN P2 RGO T — PP R
GMI HIGYT T AT DA e ) e Se i 5 i 1
S, SMNEME T IERM R E R
FRUREE, AR 0 5 R 5 3 43 A kB R ik 22
L 5 P 2R T A M ) SR R ARG Vi A kR 22
A b, GMI P[] KCAREF S i i1 288 5 [A]
FHIE (pro brain derived neurotrophic factor, pro-
BDNF) F1J8# BDNF (4 i, GT1b Il A4 #F i
ZBDNF R >, X dL)E GMI 4 15 1 AR 1E
P22 R GepR T REAL B AP FVE & b 2 4 1) =22
ML Z — . BeAh, e T M b b 2245 1 iR i ]
DI HE AR 52 6 RT3 SR 45
FiAE S, i sh A K F T (nerve growth
factor) — A AHAEL IR+ A9 A= i, HETIT X R 2 R GE
SR 2 RS, GM3 2D —F S rh
WML RS RE EBMHCHZET T E, GM3 hE
FEMR G R G s A L A0 A FF R T A A 1
AN BE PR b 00 i) 2 T2 52 T 200 G iy R E Al e
SRR TE I TS LA T, XA Tk 2 4
TG AR A R = e 3 A 0 ) R R PR
fifg #7 i] 1B (cyclin - dependent kinase inhibitor 1B)
JiA L R GM3 BAT X BRI 5 At B R AR Y

FTAESAEN, PR T AR iR Gy 25
[ 7.

2 fRERNER R E TS

287 1 BRI N 25 30 A BRI BE A 5 0 -+
EOR, PRI P 28 45 1 i & 2B 1 A8 A 25 TR ZI b s
i) KA 11 28 25 6 1) it BRE 100 11 i A 3/ 22 i PR
PR AR K 2R ER e 1 G 1 5 G (R R <]
— G| M P e I B i AR R, TS
B b g SR B A A g . AT IR PN DL
() JLE P 25 HRAH DGR 7 IASS , DAL
25 W B A e BIL A 2 B G ) 4% el ik i 22 (] Y
e
21 B

TEA R ERE Y A b, AR k45 DX Iy
M HIR S ESMES KA —E WA, —LE
FARRRZ T H IR A GBI , R H IR IS 5
W, RIAEA D LEVS B R N 7K A 0 ek 22755 1 B S
M, —RIIMA TR BRI G B [N (Tay-
Sachs), X —iTFEILEH 2 (B —LE g g A
MIRFREE h, PRE H RN R e v ) £ (A T
2 5 HAE LR T ry AP BT ARG, A7 R 24
JH 5 200 L e 6 1T P OB AR 2 R A e, (A
A B P EURSGS I B S A B A, AT i
A 25 Pl SR AL . A B b 22 i R =
W25 | AR FE NS o RS a5 e IR, LR
TREEREA P28 1 BRI B R AL IR, phey
11 i GM2/GD2 & Bl w55 /0y B A B A8 A i 4
caveolin-1 Al flotillin- 1 75 it = #2245 H R AT O T
SAMEMSETER, XHUREIRENRIE, 52
AEAE B I A TL- 1B 45 58 1 4 A D5 i g IR 38 [
T o (TNFo) FAB e B 2 K2 = pf
22 NPT BN R AE BRI R RISt 240
T 30— TR B Y RAE SN . (HAE 5 — Se i il
T, MR EARRIPTR AU, BIANTE RAE
I IS A 55 P R A I R R A 2 4 A i PR
— I & N A K B 7 (vascular endothelial
growth factor, VEGF) 3% GM3fH$iT, GM37E#
SESME R B RS B (protein kinase B) 37
M A T «B (NF-xB), #EMI0 5 VEGF JihE
YIS ZEBS 07 1 (ICAM-1) FALEE 41 B 55
B+ 1 (VCAM-1), mZGREIFTRIER 2.

b ve W #% R i+ & (Bickerstaff brainstem
encephalitis, BBE) J& il HACSRM:M &bl
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ST IR CA N4, LAIR WU A 32 208
K. BBE WY R/ES KBS GQIb BTk - iH5C R
YL, #EA GQIb HUFE AT E Wy YL il 5 5 5 I AR
HIEAPTGQIbHLAR, P GQIb BRI A T 5
GQIb4if, & FMBBEM kA, EIRLGEIE
(Fisher syndrome) [ A& MLl 5 Z 2] =0
R, BBE SA8AK-EAZE 5 4E (Guillain-
Barré syndrome, GBS) 3l i i 5 s i 47 L 46
FRRLZ AL, YA ZARL ) ) Bl A4 2 728 G 6 Y 2 1
P B G XA — R AR T AL ik
TARAETT, PUARZET TR DU S IR 2 T IR Y
455 i i LA A0 7 A R RS A A AR A A i —
LR
22 MERITHRE

PRZE T HRAE — S P 1R A T M B R ki
XA R A I A, XA it — 2
U SRR 2 R A I 2 kg 5 ) B A o
AR AT R P 28 AR AT M B T R AR B
e JEAS VSRS CLHOEM AT H ) ZEIAH
AR, 5EE A Z B TR SE, #
Al RESs RPN F R RS 5T S,
ME WP aZ il EH (a-synuclein, aS) .
ZAERRH, (Huntington's disease, HD) H ) 5= 2L i
HE . LRS00 2R 6 AL RE i) A - o e AR A ) B,
Lt =

Bl IR ok ik 2R 9% (Alzheimer's disease, AD) &
S i s B AL X B N ER i A K e E 2o 5]
TR, SR IE R G | 1 — R IR
[, AD o A B i i 080 - B Jo 44 2 240 i
(1) 5 fal i o325 AR T S AL Y B RTRT T
W) BB ULIE, B B-Fly-40 I (secretase)
JIT I8 Ak 19 UE By #F BT 1A 25 1 (amyloid precursor
protein, APP) B A pifyER ik & (amyloid B-
protein, AP) JE SRR TR AL M 22 A0 M e 1
TN B A 2 ik AT 2 AD o A A SR A
VR AT ARG B I B AR A, ENAREAS I
FIABHERY), XIEHN AR R HAH R H K
Pk, MEHTEE S 455 T A M sl g K R, i
TURUE P 25 200 Jf R 3% 1T AR S 2R W) H AT 4 A AD
RIRE—AEH TR, ABERYEMZ
Y I b E LRSS A Z Rl JE GML, 7EAD
N K, B —Fh GM1 FTAB IR &)
“GAP” HmEE, AWNIEYEABR, JUHEEERR
1) AB42, B HE R H B % M 5 IR R T 1Y GM1 45

A RBR T GMI B MEVE R 5% HE A B T4 % AD
R BRI ¥ S A b AR 55 5RO N R 1 5 1
(long-term potentiation) P ', X FKH] GM1
I M R R SR AT VT BB R AR ELAE RSS2 A . It
Fh, GM3 Fl GM2 WAL IE S RE S 7E — B B - {2 i
ABHERYIMLES .

SR, i —IIoR 3R], IR o e B B i
M9E GMI1 & & A4 25200 AR &) 5 M BE45 & i I A
HEAREGML S N TEAHE, HA T S
WERE P i N TR B MM . TSR A I Bl
TREARAUZ IS AP42 H N i 17K X A EAE
MR ABA2 AN w5 TR B IS, Al
1) AB At A B AT & B ST AN T I £ 4R
BT, HEMEE TR AR TS iR A TIREE ST, =
BT &L MY AB BB & Arg I I S B 45 A 7F
Ji e

TE Gy — PR L UL A pe 23R A TP AR A 4 AR
(Parkinson's disease, PD) H1, K& AYSL5 516K
55 UE 55 GMI 7E 3 Fi ] ki 28 5 2 [ )i e il 28 0
(dopaminergic neuron, DN) ZAFPEFE T 11 T 2SR
KL (dopamine, DA) & & i & Vb it e
A RAFRCH B GMIL IR T, SCIRIR X
S DA RS I S 2% 20, i Bdgalnt1 3 PRI BRBE /N
B GMIL B, 25 & il 25l PD Stk . b AME
— I HEGLINE (VCS) FREUE R FR B E N 259
1S5, A VCS M W R i RE K K Y GD1a,
GD1b Fl GT1b IN# %Akl GMI1 BB AL I TEVR YT
PD (1yad B S T RAFRIT R, X FMIRAAS Y
125 [RIFE A B IE S RE 42 TSR DA &5 2 7. GML
XFF PD WIAEFHALE], =22 GMIL d > IL-1B
(122 35 FIE N IL- 1Ra ZR 3K DT A0 A E S 1y, 4
11 2% fif% PD AAEAR . figi P ganglio- 32 41 (A #f 28715
THE &= TR, BT SEDNRIET- LIS, haT
M BT M Mh & E R B F (glial derived
neurotrophic factor, GDNF) (WK . GDNF X Tz
B2 LI AF IS AN R 8t , GDNF (8L 7E PD &
St R g ki — P Mg Y GMI AR
WAEIRYT HD XA LS 3l . TAJN RS fi 5] R AT
BB BIAR A RO E T, HID AR RS R o 4 28745 1
JE& mALT IR K, Mgl AZMNEGM1 ] L2 IE
HD BRI/ YAC128 [z s B, FHEREARZE AR Y
ARG A

H—BREY, GM1 A —ESWEMNL
IRTTHEPR . 5 PD & B UIAHOC Y oS 765 IR 45
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B, SITENE FIBREMEEH, BHER oS BB %
AN LETY B R B FliE , PLaELAn NS . %
B B E e S B R T4 i 2 T AR 2 IR
GM3 Jpfi o iy GMI A EAE N, i & —
Bour I [ s B A S R A T /K (BRI 67~78)
IR GELE AT & 2, MR oS &2 G PRk JL
farZE ¥4 Bl T PR R &5 1l B B . o5 —Ji LA
P25 R4 R 240 L 25 AR IMAS (exosomes) A
T HRFEEATR oS R RE J1 52 1) 5255 R B
SMA TR AETE R BEIESS , AEBEIREANGR . BEARE
222 MR . RN CWERE . WERRTENLEE . GM2, 3
READ 6 oS MR AE, {H GM1 5k GM3 H14 bk H 3R
£ O EMERMZ, YE AD FIPD X AR F
D B P 28 AR AT e AR Y F2 B R AH G R I T, AB
Fl oS iE o — A FE R IFRIRZER (AR AYES S~16 KA
aS B 34~45 ik, 12 IR BERRIE) 5 HEE i 4
W IR EAER, R —E B P o R TR S
XAV Z P IR T PR I Ao v 1 B T
TERRRIT R FHE, PR ik S i AH e 0 K%
VLA R H A T IR VE s & a2 14
2.3 fYE

i P68 Tl 2 Fak HAEIE B M 81 m 3R
BHIb-. c- WRINE ZA T g, h—Lef& it
(14 7 B 2547 1 i A N- 2T GM3 FITN-¥2 4T GM3
WIEFEMRE A SRR A OGP, X EEFT IR
AP A T IRTEM NI Z I R 5% h
A E] T O T e w1 IR X T R B 5
EA O, — 5 1 AT AR R fidrg 2 M A B R ST
PERE YT, 5 —TJ7 TN M RgIE i AN [l A 45 530 R K
ORI AR . B2 BE BEE ok R R 41 2
BIIEARISE MR K, R RS
T 5 VEGF A AR AE I GM3 HlGD1a 7 . GM3
S PP IRAR IS A A R, g SR AR
F (epidermal growth factor, EGF) &E§ VEGF 3Z{k
MEAEH, XFHEEHUE S GM3IIA T Ky
TG IR B T D — R B R R A T
JiE GD1a DA Jir e 240 0 5 1T 158 7% A 7T R 23375 & i Rg 41
UM A A% ), GDla b REIE i fi U A i 2
A 235 A 355 1) A5 S 18 A2 SR 52 i) 200 L 1 26 B
TEBE, 50 iR 40 A S B ) 22 GD1a i
FREEH 1 (caveolin-1) FFEFHA EAEH >+ 1
(stromal interaction molecule 1) TS ) . ATl
AR 1 R R I Ui 4 i A K Ay ik, B
L[] 3 A4 o, T ] A 280 R R kA T2 A A

TR s 200 B R T ) P 225 i (e EL A R g e
MR EANM AN EE BT PR K S BR IS BRI
Ji e AR M R RGP RE 7, R S ) MR P e R e 9
20 2R P S A AR a2 2y R B S
S 206 B P DGR BRI L A, =S SR R SR A
U AT LA A 2877 1 B 7% e T P A4 20 2 T 1Y)
BEHEAL 52— S A 3 B JE A P AR 2T R
i 3 5 SIEH AMIARSS &, B2 REA0 IR 4 i
(neuroblastoma tumor cell) #ilh Y 2575 1 HE RE{E
kA B 5 il/MREE G, R MR A A BT
JEE T IR BT, (A g 200 LA 1l A5 BELYS T R
SEMERE 5

I (glioma) o2&— il A 22 15 o 240 fE )
Jieg, LR R B WL —FP oA AR B
R R . RSB A M R S B S Bl R e,
WHAR WA ECE — DB XEEN A 6. BIRR B
IR A GD3 22 & 4R TS I A0 IR 48 5 RS 1 5 ALy
o0 [ 1 R o 2l 011 P4 N e S e v N
(platelet - derived growth factor recepter a,
PDGFRa) . PDGFRa j& GD3 1K/, Jf .
Src P AT Yes P ILDITE, T YES siRNA ST &
(18 35 PRTBRIIE B T Yes U800 7 A2 2 J Joi 400 e %) 400 i
fRZe A CHEMEHT . AT B BRI ARCIR A A2 1Y
GD3, PDGFRo 45 Yes i MR AL I e 2 il —
TCEAEY), T Yes 5 5 il %, & GD3 1Y R
YA A R AR 2B R ) 2B Yes I A BETR 1k
IR 4 T e Y. GD2 Lk E B 7R 1 TR 7
AR S S GD3 MIBIE A . R B
20 Jf 340 R 3 Sk A/ D A 2275 IR - A g A0 T ) 9
T, A A S 40 98 40 i 2R T L SE 5 3 i 42
WS FESNE I TR M T EX— R,
JIE J5 B 2 98 240 B A A A 285 1 iR GM2 il i B
1% 5 W9 R 58 I F %2 /& (tumor necrosis factor
TNFR) &5 & >k ¥ % F Bt X & i
(cysteinyl aspartate specific proteinase, Caspase)
WEESTHRMT, GM2 7€ T 41 i T
Caspase-3. -9 Fl-8 i fk, [FIHJ I Caspase ¥4}
TSR TR B, AT T AT 5 ok,
S HIREREMEHEANAE Y F v, MR HIRIR G
Yoo B R BT AN M, 2B A WS AR S
GFP -LC3 /Yy 73 A, [A] B 36 BE A2 0 2 3w i
(autophagic vacuoles) FYJE AL, 384T [ Wi il 77410
7 3-FH FEPRIEE RS (3-methyladenine) # [5 beclin 1/
atg6 BY, atg7 FEPA AT LA #2277 1 IR BT 75 4

receptor,
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LT AR — T B 2R T B g e, A
T S 1) GMU RE IS #5458 4 91 2 fik phy A 98 ir- 5
H LI RERERT , X PP D) HE 322 ) GML I
il SZ AL LU B WETE PR SE B Y FE (R A 2
GM3 il oAl b 25 2R G A I B D F 75 S L R T
FIHT GM3 A7 AT LI 258 A e Jo 1 248 g S A
BRI, T ELTE A RS Y I B Hh AR R
AR AP AE KRR 7, SCERIER T GM3 A
FAER—FE AT 25 )
2.4 FREBREEE

P2 NG e B E Hh & 1R 3 2 R
FH ., A5 P A8 37 S B RE RN e 200 i 3 T i
THPRMER IR AR, I HAR N Z AR A2 18 3240
AR — SRS, AR SRR S X T i
(A SEIR B 22 () Sl A 1 B4ty i 2 1 IR B ROk
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Advances of Encephalopathy Associated With Gangliosides

ZHANG Chen, DU Hao-Qi, LI Zheng"™

(Laboratory for Functional Glycomics, College of Life Sciences, Northwest University, Xi'an 710069, China)

Abstract Gangliosides are glycosphingolipids containing one or more sialic acids in the glycan chains, which
are components of the cell surface of all mammalian cells and involved in various important biological processes
in cell plasma membranes. Such it plays an important role in the transmission of nerve signals and keeps
morphological stability of nerve cells in normal physiological conditions. Gangliosides are particularly abundant
and typically more structurally complex in the mammalian brain, which are considered closely related to brain
growth and cognitive development. Significant changes of ganglioside content and types in some brain regions
may herald different brain diseases occurrence and development. For example, some demyelinating diseases are
associated with a significant decrease of gangliosides in brain. On the other hand, gangliosides located on the cell
membrane can greatly affect the development of neurodegenerative diseases and brain tumors, such as
Alzheimer's disease and glioma. The brain diseases seem to have different pathogenesis, however, these brain
diseases have certain relevance in their pathogenesis due to the existing gangliosides, such Zika fever is similar to
Guillain -Barré syndrome (a common neurodemyelination disease). This paper summarizes possible common
patterns of the pathogenesis of several encephalopathies associated with gangliosides, which could provide a new

idea for the diagnosis and treatment of the encephalopathies.
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