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Fig. 1 Tllustration of the glycosylation phenotype in normal gastric mucosa after H. pylori infection
1 B TSEAT E R B HR R IR L BN
(2) H. pylori Y 2idid BabA HU)Fi 5 1 MUCSAC I Leb 1 H type 1 fliE &5 B P9 1 R 4l Mgt A7 W Bt (b) WRIMAE B L1 H. pylori 55T
B3GnTS5 M #iA. (c) B3GnTS M RIE XTI T sialyl-Lex &M, M5 T H. pylori £ SabA X 5 P R 40K sialyl-Le* 455 WP .
(d) H. pylori 3L BabA F1 SabA [¥IW HEFH7E B & E . (e) 1IEW 1B B AR BCAIAE: Sis R N- Z B2 50 A2 18 I (GnT- D S 20-F 2
Y GIeNAc (W&, A F T 4ERF E- 45 %) 8 1 (E-cadherin) MU B 22 [ (Integrin) FE ZE (LI R . () SRR EINANME: GnT- VI RESH T
B1, 6GlcNAc 733 B! N- FEEERIA AL, FRAK T 4001 - 4000, 4000 - B R M ae o, 18 T AR i ne /).

Rz el STl e S e A=) B Y A G N O K
%% % WGA. LEA. DSA. AGA. PSA #l UEA
WU IR E I 240t B R AL mRIAs, LR B
% Kz b J7 A6 4= (intestinal metaplasia, IM)F B STn
(NeuSAca2-6GalNAca-O-Ser/Thr) i J5 F ik B 3G 2207,
BB HFEEI 2RE I8 i B A B 4 bR B 5 DL S ik
e AR OA L, $E T DNA $i45 Fl g i 5%
PR, FFrFEREZ R CpG B I F AL, T

TE MR I, OB ERIE A, & R DNA WU
W 2L A microRNAs ik oeAs, Hhn 1 gt 4e A oE
PR R, fE H. pylori KNS KRG e T, 15
FAEMEIEZ %5 1% B % (chronic active non-atrophic
gastritis). Z=45 1 B % (atrophic gastritis). M. 577
44 (dysplasia), WA KENEIE. H pyloni 5
B R BER T UL T E LR 1),
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Table 1 Summary of Molecular mechanism in H. pylori-induced gastric inflammation and gastric cancer

F1 H. pylori FSHBERBEES FHLHIHLL

lid 2y 7 SrFHL SCHR

1 CagA H. pylori 57 [¥) CagA HEN B R EA0ML, 5658 SRC KM ABI F RN ESE R AL, [21]
H=Wfi i 7 U Ras 55885, UMMM, R, M40,

2 VacA H. pylori 5} W) VacA —J7 THIREIA b B 40 i S %5 78 45, 40 T 20 i nus And i, i [22-23]
WM B MRS 7. S — T RS BILR Rk 11K VacA, 5IH2 T 2R A % 5 s 4 (R 43 48
07 Drpl. PINKI. Bax MU, W3R T BURRL R IRARAE . A RAMERE M
MAEITRE ). SECT RARBURIER.

3 RIS H. pylori %2> LR Z SN, AN AL)-1. IL-6. IL-8. TNF-q» NF-xB Al [24]
WA IER THREESEML, E£8 RN GC KR 2+ EZ/EH.

4 NF-«B H. pylori 4T 31 NF-«B 107E W5 FR, i 5 £ R4 NF-«B 19 BRBIE 2 B [25-26]
pylori F5 1B SREFT GC 1) = ZEH L]

5 i 988 -4 H. pylori TEA S BURA #5Ab Bo HRIAS i 70388 A2 B8 7 (0 a0 B 4 v 380 1 80 AL [27-28]

6 FALNIBR DNA 3215 H. pylori 23 BIUE = 29 b 57 40 RN 5 JiE 40 il ROS AT RNS A= Bt A B #i 4t i 4 7= 4= ROS. [29-30]
RNS A BRI, 5 IR I3[R 19 DNA #4515 H. pylori %I GC BURNLERAL

7 p53 H. pylori %537 p53 R, 10 P53 -5 P4 ToNLHI M G50 B b 57 20 A7 75 38 I o [31]

8 R H. pylori 'S E KA E R, 5307 BB R b R R R MR B (R [32-33]

9 HAhEE JERERE . AR ZEATE. MRk e fE EAIRE th 2 GC MRS KE. [34-36]

2 BREMBEAFTR

BEEE/E Ny “ DNA-RNA- 25 )i 7 15 BI04
gk, RAMARAT B> EEI . IEE R
FILABN T HEFF AN S5 H DI RE RS E K455 B 2
FOVE R, TR B R A e I 2 0 ) ok 2k i 3%
5. MRk RIS AR BB RE AT T T N T A
SMIFFEI — AL ARIEREARIEA ], FRATTHE
B g, BReAZ. B4R =719 8%
PELH 22 R S .
21 BEMLE

Jie e e ik R o 2 R TR S AR M kAR
BAE, 3 B M AR T Vs FRRE S Rk N I .
M LERA 73R8 B/ NIt al, RIS
PR EPH ORI, 53 7 ZWETFUGE 2). Liu
SN T AT A N- R B FR AR, T oy
AR R HEZH AN 22 4 1 B 8 R A Xy th B
B, ORI T B LT A% O RS R A
(core-fucosylated structures) ' N . 3 — P HIHF 5T
R AR N R Se m a0 TERE Sy, T
KRR A H a-l, 6- 2 B 5L 3% 2 B (-1, 6-
fucosyltransferase, Fut8)) FiAZEE LM, [FIFE
Bones %FP00f 42 L7 N- WEHETE OB 7L R . B 0
L F 25 PRl YA TR A1 AR R TR A PRI A o e S AR A 1
] N- 5% (asialo- and monosialylated core fucosylated

N-glycans) N, MIMiEHK 3 FiEmFEREEH: 45
GBHREO. BEYEA. ol-acid B A 1 HER L 1L
AETHE®L B R RN, FEetEEEAE
i FH 45 & BK B & £ (combinatorial peptide ligand
library, CPLL) 15 Ji MG T, «2-3 142 I MR R 1L
Hl = K 2& A B¥ BE (triantennary glycans carrying
a2-3/6-linked sialic acids) N, «2-6 %z I HER IR
1k 1) = K 2k B W BE (triantennary glycans carrying
a2-6-linked sialic acids) #1775 Sialyl-Le* Y = M K
Rk = K 2k 714 B BE (trisialylated triantennary glycans
carrying a sialyl Lewis X epitope), LK IgG EA% O
T BN B 2 2 FUORE R Ak ) 0K 2k Y B B (core
fucosylated agalactosyl biantennary glycans)_ I i .
A AR T B EEP T SR 1gG
(thomsen-Friedenreich glycotope immunoglobulin G,
TF-IgG) Wl B AL (% . TF-IgG £ conA iR )4
BEm Rk, SNA A MHEEEICRIE, P& AL
[AB R r R, B RS e, MR
TAEEgGE B R EFHA, BEEEH PRI
WK £k B! BE 4% (nongalactosylated biantennary
glycans)ZF ik i, 5 44H1 HLK 28 1 25 74 (hybird and
monantennary glycans). XK 2§ & - 7L bl JE A4k 45 74
B %% (biantennary galactosylated glycans). 15 H #& #i#f
4 K H% B (high-mannose-type glycans) . [F] F£
WA W FLE BEAT 1 AR FE ILE S 0 B i B T
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RILT # A sialyl-LeX = KM ASFIGOHI L 3F— 25 0 Bk Bl & B A7/ I 4F 48 & A % B R
W, BAE T HABE S B iAW, AR TS (plasminogen). = 4 2 B B% & A (histidine-rich
FitrEYI CA19-9, REUERrRMHES, HAR glycoprotein). M {4 [ ¥ H(complement factor H).
MW . FFEE ORI, KRG E S P 3% 55 M (vitronectin)iX 4 Fi i A #57HA T STn #1
T Pl RAFAE T BT AL AN iF R B2, M J 07,

STn HLJEAFAET B R B4 IM AMA TS IM 4,

Table 2 Overview of glycan biomarker studies performed on gastric cancer

x2 BEEERSYTRER

FeAZH . % FARIESTN gh R ik
A/ i 1B 128 DSA-FACE Bl B AL T «l, 6- 5 SERESL L R I T 1A [37]
. 138
iR E%: 20 HILIC-HPLC, 2-DE, 2% MY R e R B R TR A % 0o 5 VB AL N- B S R [39]
BiE: 80 MALDI-MS
b IEH: 20 HILIC-UPLC, 2-DE and o2, 3- BN ME R AL 1) = KRB ABEEE T o2, 6- EHE [40]
BiE: 80 2D-DiGE, LC-MS/MS, D M Y G A 1) = R 2R TR BE B R AT Slex 1 — MR I RR Ak =
Western blot NG Rk R |
JilIRT IEH: 40 Lectin affinity TF-IgG I conA 53 (I BESE = Kk, SNA RAI BB EE(E  [41]
BiE: 89 Fik
i (b EEGEB K 18 MALDI FT-ICR MS B A LB AL OUOR LR R SRk i B R [42]
Hi: 36 LRAVGEN . R AU AL S bl . = H R 454
Pl T R
137 EH: 6, 2-DE, Western blot, TPUEAATE TR A E R EEH; STnREAET [17]
B: 5, MALDITOF/TOF MS B, B4 IMAATESE IMEEL
564 IM: 5,
AEEIM: 3
Ha EH: 8 Lectin microarrays 42 PNA. MAH. SNA. ConA. WFA. UEA. VVL. [16]
B 6 AIL. HPA. PSA IR5IHUFEE/E B AL PR & mRIE
H TR 62 Lectin microarrays, Wt 4E & PNA. GSL-IA4. VVA. SBA. LTL. ECA. [43]
HiME LR 180 Fluorescent staining, PHA-L. MAL-T Fril 5 i pE % 75 To bk 4 #4675 10 B 9 b i
Histochemical lectin staining Rk, TEFEBEMRELEFERLT B RRIE
A B 20 Lectin microarrays, BEALMEEOK T EE ST B, FEEER (4]
B 20 Lectin histochemistry GalNAc [fJ5E4EZ MPL. VVA BEWE M B 505 P X 4 B
4 & MKN45 RT-PCR and real-time PCR, H. pylori B4« S B3GnT5 HIKIHN, &R Sialyl-LeX [14]
AGS Microarray
e MKN45 Immunoblotting, ST3GAL4 [R5 4 S H E 4 I/~ 2L Sialyl-LeX, 158 [45]
Immunohistochemistry [E2/S s
1 / E%: 30 DSA-FACE, WO BERE LA AE B s AL h R, g sk [38)
HLER EJE: 80 Western blot, RGP 2205 B 8 U 1) b 8 4 e P 5
e BGC-823 Lectin blot,
SGC-7901 Immunohistochemistry,
Lectin histochemistry
4l % / AGS, Immunohistochemistry al, 4-GleNAc &8 #1117 -o- BB RS ST [46]
HA AGS-04GnT; il H. pylori & B CGL, fER— N RABMPIER, KT

CD43,
aGIcNAc- CD43

H. pylori [P/ %

DSA-FACE: %7 DNA M P58 i d ik, 2-DE: XA PK; 2D-DIiGE: %62 XA M ik A HILIC-HPLC; E/KAHHEAEH - 5

OBt s HILIC-UPLC: SE/KAH EAEFH - 8 M RUAH (il ; MALDI-MS: 57 48 B IO AT F 26 i 5

LC-MS/MS: A 1% £ T

B: Lectin affinity: A&ESEFEF R ; MALDI FT-ICR MS: 56 J5 ff B O A I e 25 48 B A0 466 5 [l i 2L 4% 5 1% . MALDITOF/TOF
MS:  FE 5 4l Bl O R HE B AT I TB] 1% Microarray: % Fr s Lectin microarrays: #¢4E Kt Fr;  Immunohistochemistry: 4% 24k ;
Histochemical lectin staining: #1214k 2% B HE# Y ;. Lectin histochemistry: #EfE 320 1k: Fluorescent staining: /64« ff; Western blot:
FEARENE; Immunoblotting: %33 ENIT; Lectin blot: #E#E R EIZ; RT-PCR: JR#%3% PCR; Real-time PCR: S 52 & PCR.
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FAFM S E R 2), MBS TR %E
TR ELNLA], BB T BmIR T IR IL. BEEERY
A — 1R WERESS K AT BOXE iz —, F T
SER AT ) B ROR LS m AR (3 L B, B
YA LK DA S EAT T . IR SR R TE AT R £
Fa) 2 T I8 SR AR O il 1 SRR SO B, E Al ER
DA HEE o AR RE S A AT T, BOEAE
AT B B 45 A 1 e R LR ez S T AL
BIF TR, R I e A R0 R AE A T R TOR
BER I TR, FH T BRI A SR A o B
Z5t, KINFTHIPEFEA AR S, 53] 1Pk
RS, Roy SO FY 2 T 428 i ~F & 1)t
RO HAKIL T BEER PNA. MAH. SNA.
ConA. WFA. UEA. VVL. AIL. HPA #1PSA i
) ERE AR B o A U R R s Rk, BHER
WGA. LEA. DSA. AGA. PSA Fl UEA i 5 i
REFE AT B RAL TR B EmRIL. REBEM
B R A P E R R, (HEAEE —BU 45
B, M2 E B (NeuSAc). 70 3¢ B4 H 52 05 / i bl
(branched mannose/glucose). o- H #& ## / i B
(-mannose/glucose) ¥ 3 1245 2] i 2 [ 38 Jjpyus. 4591,
KRN BEAE B g R A T A R S TR R A 1 AL
il PARO Tl RAiZ Wris o7 = S s 22— 8 1)
WHFL. SR EAUE DY B 2 W IR =

BRAR, &R TS I E B R, FHER K
P, BEHE Z PNA. GSL-IA4. VVA. SBA. LTL.
ECA. PHA-L F1 MAL-T Ffr i) i 4 55 75 o bk B2 25
ERNEREP RS, RO EN BT
KERIL, IR Tk 25 R Al A 2 5 pORR 2k ek
AR, TR o 23 A U L 5 e A% ) 7870 SR AL A A 2
%k, FTHEE-S RN R, [FEE ) 22
FISFIFERERE FH T IX 73 551 70 AL DA Je P53 AR AL
e, HEAE 2 SBA. BPL IR (10 B 7E B B 1S 9 R
35, GSL- 11 il PNA R I BESE/E P53 AR
B mRiA®. Bty S5 508 2 A AU
K, MECLETIX 2, RICEER T2 R B R
MEWHIT. HE BRASEARS BTt
BRI T BREAS R K B E ST B i,
B AR ) GalNAc %4 K MPL. VVA fig
WM B EE T X 5 B, B Im PR N R Fe.
23 BREMmA

R 4T M R EH AN [F) 2R 2 ) S e 4 A A R %
F. WEAANFLEEFAFNEREMABLR. FH
() B 6 44 M 2 A FE MKN-1. MKN-7. MKN-28.
MKN-45. MKN-74. KATO-II. SGC-7901 f1 AGS
PR 3). AR —DNEIRIIANUE, NAHZ
) B R A2 AR IR s, ST HLERET
FURIE A, 11 B T 40 R BT AR (3 FR R AR X
FoE, XM E KIS R T 207 IS B 7.

Table 3 List of human gastric cancer cell line and characteristic

x3 ABEMAMARERRE

e RHIE
MKN-1 B, p53 RARM
MKN-7 AR, c-erbB2 U LK AN A JE B & E(cyclin B)F&E A LA
MKN28 b B IRl &R, pS3 Al APC Rl B R4S, CD44 S:FRUTER
MKN45 RS B AR, c-met BURIER FIF, E-SEEABDTRE
MKN-74 LR i p53 B AR,
KATO-TI ENZRAN N, P53 BERIEE, c-met BUmEE LM, E- £5%E AAEE KA
SGC-7901 TG oAb B IR A A R

AGS %534k B e 4 i &
BGC-823 K54k B e i &
HGC-27 A A= E

MKN45 Fl AGS &3 H. pylori 525 1 1F 52, Y i & B, AGS-a4GnT 40 il 7= A 7 K i N

B3GnTS % T T Sialyl-Le* @& ik, iR H. pylori
o B H 2 R A PR R B, i MR EE ) AGS-ad4GnT

al, 4-N- 2Pk 7 B e (al, 4-GIeNAc) 1) 4 55 45 1),
TXFPRETR (1 HE BE 45 M N H. pylori TR SRPUIE,
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F OBl H K B -o- W OBE 2 I (sterol
a-glucosyltransferase) 3% 14,  HETIHIH] H. pylori &
B3 20 T B ) = S R E S B -o-D- L PR ] 67 B
(cholesteryl-a-D-glucopyranoside, CGL) . it 4f,
FE MKN45 1 (AF 75 K 9L, ST3GALA4 W i R AL %
Fo i T B Sialyl-Le™ 7£ B 40l H i ik, HIGR
E TR S 003 A2 X8 U i 2% s IS Pk 8 24 i S A Y o
RANBIRAINIF R TGN, g P A% O b ik
A N- BEEE )T I, B A g 20 S A AR 1 R PR 2
— . 18IS g E 2H A BTRL GDP- g B s R
al, 6- A EFEFE T (o1, 6-fucosyltransferase, Fut8),
BT B 41 R BGC-823 Al SGC-7901 1, &
IRAZ o 2 B K 1) 2 325 136 0% 00 o) vk g 240 P P 34 i ),
Yamashita 2@ %% 8, GSL- T . GSL-IA4. GSL-IB4.
GSL-1I . PNA. HPA. VVA. SBA. PTL- [ iX 9
T Bk AR 2 R HORE BEAE N 7 BB e A i R
GCIY. AZ521. KE97. SHI10. MKN7. MKN74.
KATO- Il H #8435 H 7 B i 2R AR h fF EE A
[FIFR B RIE, X — 45 S S 1 e 240 B PO 0 2L I AN
e fa] B ) R T B S HPIRAS, 3832 B3 58 LA Je
o 20 B D S

3 EARWEMLSINE

PEEEE N SC gl Th e E S 5%, FiEA
R () AR ST — e R b S T A i ) A ER
. BEHSAEE R R AR KA SRl 1, X
BRI T, A BT I W R AR R K
AR EIER.

3.1 FMiaF

b 2B A B A AR P LA R YU A R K T e
Mt TS5 E R AR R, Hue
T AR AR S 2 i - 4 i TR R R PR 4 i -
BRI PF S S THSMIE R, 4R T 4RIk
AR, BEBCR QM E- B3 R AR A
UM NPT 2T, TEZNMD - 400 400 - B A3 R
FHBE R AR AR TORE A ) 2R e G B A
FIThREE R RIS, A T AP AR L 2.
3.1.1 E-SFEA: B- S5 E AR
Jed R R YR i

B E- 55 1 bl M ST X R B A X ) 5 S
HFH(ECI-EC5)H L, MINXIEH 4 MEER
N- B 34 A2 £ 2 AN AL T EC4 (Asn554 Al
Asn566), 2 MiF EC5(Asn618 Al Asn633), XLk
PR A5 EARPITE. Ri&. geMR, F

VA2 25 G TR S 8 B A o0, E- A B AR AR R
ThAernt, MR X SEREAQR EHF. yIEHX. P120
B o EIER, EBAE NS & R i 2
by MR E MR - A AR ORI IR R e,
[FRS E- #5808 A AR Z 8, fEE 5 likfk B
A i R IR S W TR A 7 L o R 4 A 0,
— RN B R R R R R A iR ) R R
B E- B8 EE A NI SR, HA A5 R I
B S UE A B- BB A IR KPR TR,
T 2R LA 20 I B 380 440 5 ) T A LT, X
— IR [FEFETE B 40 R MKN4S 2 216, JF
WA i P R e Rk N- LR BE R R AL B 1 (GnT-
), 543 E- 5% & £~ 4 7 43 & GleNAc,
X FF43 2 N- B A BT E- SSA R AR X 5
EWREAMREEE, PN, g - 40
FRLTET S 4 - 4 5 5 ) 85 R e B A e v, )
ek 98 400 i B A R TS T (B Te). TS PR AR i A 40 A
OB SRV PR LR AE T BE SR, KE
FO I R 78 R B B T 2L A 4 i L B- 58 &R A 1
B1, 6-GIcNAc 7 S R/ T, B s 20 240
fl A N- 2 b R R B V(GnT- V) BRIk,
SEAE L B, 6-GleNAc 77 X N- BiBE, 1XFh4r ¢
BUBEBE R T OB R OB R IR IR AL, SR &
WHEEAMPI20 EEKZM, B TERESS N-
eSS GRS E M, R T AR B ERE S, 1
I0T M ) RS A G R g T (] 1), 5 A B
e, 7F Bt Al s GnT-V (il &Rk S35
T B- SR O e [ 40 B Y RS, BN T
I L 10 10 286 B0 FE8), ) ) 3 e 170 I i i 2 B0 5
Yy GnT-V I MKN45, BEA1RIE T = r)
FE R PEDY.
3.2 EEREO. FEEEMmER B R BB E O
S B A B
BEHEAX R —KE o AR WM KT
RIKMPSIERE R, 5 18 f o WHEA 8 F g T
FERE L 24 ANANFEIRI RO, BRI HS A R K A
HNERIE LGRS A S I 3, LR — AN iR
PR X B s R X 5 B B A (talin).
kindlin 55 H0 i 8 145 409, BRAMRIB LM EES
Y 5 R M ER, WERSED. 4EE
BHMREEE, e 5N G S NI E S
45§56 B 35 PLILE (focal adhesion kinase, FAK)+
GTPases f1 Ras/Rho™!. H 7 41 i i 12 5 B X A
&5 A EE/ERS. g2 MAME S e N F
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WIS 5 BIfE SR A R RE A R 45 )
EH. CHAWIRPES N- FEE I m R E =
TEFRRIE LT, B & R AR A 7 ) Rk B
HRE T HMAMNER MG G0, 5 E- 5%
EEMPIRZ, GnT-V mREFEN o381 I E
H L g1, 6-GleNAc 7 X BUBEEE G (B 1), & T
Y A )4 Je PR, TG I R ) 2 SR S B GnT-V
(1) MKN45 4 o J5 1 H 30 1 5 9 40 P o 2 A R B0
MG, X4 LR R ORI R P g2 2],
B1, 6-GleNAc 73 3L BUBEFEAE iR N N SR BB (0 308
gHH R A375 1 o3B1 BELE A LERIE®. 5
GnT- VAR K&, GnT-M 1 ERIEHEE T GnT-V 1
a3p1 BERN EAHEREEIER, %] 7 GnT-V
FESBEMRNERES. B2, GnT-MiET E-
5 B A T A - R R B RN R B B A
(A2 . - 24 o e o 1) W X T S i A%, ) 7S e 4
UL ) A R N AR 8800 AN (] i g () SR B T [
FERIEE IR GnT-T0 &Rk 7= A ~F 43 & GleNAc )
#] 7 GnT-V & B1, 6-GlcNAc 4 S RUbEEE, Bk
RSB N- B 45 0 045 1 25 4 e 0% 1R 71T 40 P )
ﬂ& M;J— *D % %z [68, 75, 80, 90-93] .
32 BEFMER

U RZ B BIEKIRET T H. pylori B—i%
KEA MBS L — IM— A — i L.
H. pylori BIW G G IESE 5 15 R & EAH OG0
FEOR—MEE O- BRI ED, REST
WPIRE V1 AT DL R AR BE T8 2R 1 2 8 1 32 22 R s
RIEEEEFRTIER. Kol h: a. BRFED,
45 MUC1. MUC3. MUC4., MUCI12. MUC13,
MUC15. MUC16. MUCI17. MUC20 f1 MUC21;
b. WM B E A, W MUC2. MUCSAC.
MUC5B. MUC6. MUC7 F1 MUC198+%).  IE & 1
BR8N A AR R 2 R IA MUCSAC, IR 23Rk
MUC6. ML B REAMURE T R/EE KA
PEAR, WA TR 2. 0 MUC2 78 B
HH) S 221K LA e MUCSAC b lewis 37T J5t f) R V7K
FRAGI L H. pylori EY T35 T HERAL 0%, —
JTTHINN H. pylori 20718 F HIFEHEAL, GlLIEEAH
FIT MR E AR, 53— 7 A N TE £ H FES
B WRR F SE A BE RS B i — B R R, XA
BT RIS H. pylori IV TCREAR B 517,
3.2.1 MUCSAC L] Lewis L5 & H. pylori /&4
1) 5244

H. pylori 7&— P2 R VEAN B, 75 B 30 € 5

RRSIEER. TR BEm. M LK EE.
MUCS5AC £ ERIEAE B FERZ, #HA Lewis
PUJE R A s AL B AL B, BN H. pylori
5B R ELGE A 1) 2 AR08 T BR T AW Lewis
PURAEN H. pylori WM SZ &AL, $0H1R58 & 0,
HAN KAL) O- WESE(m/z 1122a. m/z 1122b)HAF K
H. pylori P SZARLT. B BB IEHIRZAS T RisH
PERE B BESE . H. pylori Y5218 1T BabA 5
lewis FLIR &5 G I B FhBE4HM, 3Ei 15 S g3GnTS
it F ik, S Sialyl-LeX (& B3 b, 73X
Sialyl-Le* X 88 5 H. pylori I SabA #54&, T
H. pylori 15 B ¥ IEFE, 18 BN 14 98 EP12,
3.22 MUC6 b aGIcNAc B4 45 Fy i s 5 350 15
R A

MUCG6 & —Fh H B R IR At . ] iR 4H
M, BUE+ 8B IR AT Brunner BiR 7 WA 1) L R
MR EA, WA MR RN ol, 4-GleNAc
BRFE[) O- HlEEEN. Kawakubo S5UO7E i i 4 i 465 71
H oGlcNAc [ HEZ CD43, LK AGS-a4GnT 4l
W7 T aGleNAc Ihag, KIVL AT N RS B £
M52 H. pylori B — M RARBAER. H—P
P T Adgnt SREATUNRBERL, RIL Adgnt-/- /N
() A+ HR B AL 5E AR IE aGleNAc!™.
A X Pk B 2 BRAE W H. pylori &G (1)
HOHTHARMEEANEE, X—HREEKH
aGleNAc k2% #5508 (1 & A2 AH SG BcUa,
AR B A SREAR TR TR, 1L EE R
Ji& T MUC6 I oGleNAc RIE 19> 5 B 812 GeiR
FE K B M BEE DDA %, oGleNAc Bt 2k &8 3 1)
WEEZ, AR o408 B MR & A 1l 5 35 1
IO 0k T R B W R DA R B B AR R
Mrion 7 R 40 il MUC6 b aGIcNAc R i £k
558 w1 IR T 7E 1) B M B AR A OCBE, MUC6 |
aGleNAc [/ 52 a1 8 40 f A 22 5y 240 1
S ECR F A0, X s s 56 S [F]ESE T MUC6
A aGleNAc 75 B i Kk e i A2 R I s E A,
aGleNAc H R 2 FEUE R R L.
3.23 MUC2 Wi H 2 B R b &4

B AR RS DA S A 1 o 2R 0 A TR R
AT WA RE PR URRIE 2 —, AR A BRI AH SR 2
WARE] T TS, AR E MUC2 AMEIE
WERMBRL, AEEHMEAHALA R R, i
J B 1 e 30 2 R M 1B e MUC2 #F 2 AR = i 3R
A&, JIf H A 25 IR 9% (mucinous carcinomas)#f5
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FEBEAE MUC2 f 75 Ik, [RIFEE SR AT AE IM
w1 RN AR AR AR A IR 40 B (goblet cells and
columnar cells) 1 & % & M T & A STn i J& 1
MUC2U5 %,

4 BHEERZE

5 96 1 6 T2 AR R — 8 23 SR R E T LA R
PRI AZ A o X 73 tH A I A AR T AN, [T
BT BAERRITIREAL.  RIOR I — g AN R P
AR X 5t BRI WREY, % BE RN
BT ARZHNBRKBET T H. pylori
Y - R B R - 1BYEE R -IM- BRI - BER
R, JRAR ARG B RS Rk
H. pylori J81Z R 5l Leb 1 H typel ¥ 5% 45+ X% B
g UK, HS AT Sialyl-Le , JRTE B &
B, SETRAMRAEREL. M “MRER H pylori
ST BT X — AR Bk 2 AR
Ay BT H pylori FPE(MUCSAC | Lewis I
Sialyl-Le* #1 J& £ v H. pylori 1) W It % 14,
aGleNAc XF H. pylori FIFIHIVER), B & i 50H
B H. pylori FIZ5%0, FATT™ il i1l PRS2 FH A 5%
H. pylori Y SRS ST W], WS R AET
BEMSAE, 0 ST Hr)5fE B RALMIE 1k
WL, MiE+ ASFIGL. b3 N- HBE S
BB o SR = I e 3 BAT o B e S AR AR
VIR Re, ReRS OGS B A0 RIH B2 Wibs B4,
B KRR, FEEAE ARG GnT- Rk b L
S GnT-V K&, 51 g1, 6-GleNAc 433 4 N-
PEREMI G, BEIR T B- SN E R A 1 Fa
BV, FEAME AR, KT 4000 - 400,
YA - FEBTA R RE 7y, E T ARRR G
Fere ). [FIRE, BP0 BRI AL N- BEREI
A, A R e R DIAR DG MUC6 |
aGleNAc b, S 1 IR dm i A 22 5y 285
SRR, B, B SRR A
— 7 TH 5 Jie e 4 P PR LR A B AR AL GG, B A
WEVIRERE, TS MR ARG sE .. e
R, AR 2 RE s B ) (0 B i
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New Progress of Glycoprotein Glycans Associated With Gastric Cancer”

SHU Jian, YU Han-Jie, LIU Xia-Wei, ZHANG Dan-Dan, LI Zheng"™
(Laboratory for Functional Glycomics, College of Life Sciences, Northwest University, Xi'an 710069, China)

Abstract Gastric cancer (GC) is one of the most common malignant tumors with high incidence and mortality in
the world. Currently, the alterations of protein glycosylation has been extensively reported during gastric
carcinogenesis and cancer progression. In the initial steps of the process of gastric carcinogenesis, Helicobacter
pylori (H. pylort) uses glycan to adhere the host mucosa, which leads to the increase of sialyl-Lewis* level. Further
up-regulation of the H. pylori colonization induces sustained inflammation in stomach. In the process of chronic
atrophic gastritis and intestinal metaplasia, sialyl-Tn antigen showed a significant up-regulation. Moreover, in GC,
the abnormal protein glycosylation emerges in serum and tissue from GC patients as well as GC cell lines, such as
down-regulation of core fucosylated N-glycan and up-regulation of B1, 6-GIcNAc branched N-glycan were
discovered. It also shows that the altered glycosylation of adhesin contributes to the development of GC. This
review summarizes the recent progress of protein glycosylation in GC and the important functions of glycosylation
in the carcinogenesis and development. Finally, the application values of the alterations of glycosylation, such as

potential biomarker for early diagnosis and drug target designing were discussed.
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