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New progress of protein glycosylation modification in gut
microbes
WANG Yan SHU Jian ZHANG Chen LI Zheng

Laboratory for Functional Glycomics, College of Life Sciences, Northwest University, Xi’an, Shaanxi 710069, China

Abstract: Gut microbes play an important role in maintaining human health and inducing disease
development. The glycosylation modification of gut microbes has a profound impact on the host’s life
activities. From the perspective of glycomics, this review discusses and analyzes the composition and
function of gut microbes, the glycosylation patterns of representative bacteria and their closely related
physiological functions. We aslo summarize the regulation ways of glycosylation on gut microbial
functions and activities.
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AR SO H LI RE A R TR — DT A
R TUE IR SEACAR S 5T R E B H g3 . I
Sk, ENAMT TR B H 2535 2,
JCHAE T 7 18 N A TR B RS A R e ny 2
A= PREE T RE SR AN o A 3 R SRR 43 A
A A o LA AR i A B S A
ALLT PR (1) WAL S B SR BRI
R AR b, ] Ay S8 5 8 A A X ROy =0
WATHESEAR M (2) TEREEELERR kAR b 58 i
e, FHUREER R RS RN SERE R A A O i R A Y B
(2 11 BB 40 s g 75 i FF 7 (Campylobacter
jejuni, C. jejuni). #H=[CFHPERER S EE AL
AL A TSR
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PL 5 —Lepps, 2 OB . AEREAE | i
JE . B a8 95 [An & % 1% 95 (inflammatory - bowel
disease, 1BD) . 457 B i 5 3 i 14 00
FLERHFF TR . SUBAT I 55 45 AR W R R & b ik, Jf
PR YR b R An A e e A AR AR ok
HLAEM R BERR IV , 2 A 1D 2 i B 25 il
AFEREAER; SRS, PR EfEESR e 4
A FEY) TR IR 1B A B B E B e R R
TIRERIBORTA , SR T 7 18 A TE R 25 28 TR 5 BOW TE
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AR, (A HUARTRSDEREIR, SR 80m R i & 22
R ™ AR o R T T 5 2 i ML AR ) 25 B0
B, TE— M IE DL T Fe i A 7E (B A SR S i JC BRI 4
sCE D B 5 A4 B B A AR, 2 S B — RS
J SR 191 G WL I i o 55 4T B2 o — P LR
SMEURTR , AT M B R A B E R, PR32 ]
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LpqH 7EJRzdmRskEe oo bizin, MimiisliE
FHAFR T T B, SR A% 4 45
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22 A TR R S A A i 2o 5 R A F R0 1 32 40 i
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ML BR T RE G R A A AN L RE A KRB L R 2 B
(lipopolysaccharides, LPS)ZF&tkH4 12 b LLAL, if
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30 3 R T TN A T2 AR S, B R 1 T A3
WA 1 W T Il OB 2 5% #8 1l (glycosyltransferases ,
GT) >k 52 i 75 3= 40 Jfd . 45 2 v i) 78 4% BK 747 (St
intermediusgroup) 4> W ) £ K WY1 B 1T 1 A
(multisubstrate glycosidase A, MsgA)REMEHE A A
-1 Hi B [ (o-1-antitrypsin, a-1-AT)F R,
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e =X — R R S 22 AR B 5 S R R 3k
FHIE ) O-FEHEAL ; —Fh & HHFIEF 51 Asn-X-Ser/Thr
(X HB& Pro LAAMT B 2 SR ) b R A< Tk e AH 1 1)
N-BIEEAR T oo, A2 A ST T A
B ZEHLRT TR A B AN B R IR AR RS 2 e
R F L B B S AL

AN 28 700 1) 26 1 0 3 Al A8 1 TR 200 5 i 25 7
(45 T A= A TG 3 AN N-BEE AL e 4ERE I RS
PR B b R 240 M g 5 ThI R A 2R O EE AR .
ASTEAT B N-FEIAL R $E B 2R (1 REE L 5 R
Fe M — i R GPI A E E AN Lypds 45
PSR ZE A5 I 4 il iz sy, 32 BEL ok 6T B - R 4t i
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Table 1 Summary of bacterial glycoproteins in the gut

RE (I 0 5 2 L L e, 3k — 3l AR A 1) A sk
TR R E TR, 55— 05T, O-H #E AL
HH PstS-1 i ] DL i 75 TLR2  TNF-a il FasL
KiFEFEVEMM T, PR R R
Ge20 B A SRR G S B PR A R
B HitE. BIaFEYIFLATF I KW30 431 GecF
(glycocin F) C K i Cys43 5kt 5 N-Z BEIk O Bk
PRI | RGBT B SR S e A LA
— E TR TR
2 B AEY AR  R 4

B 45 A5 AR T B AT & 8, R 98 N BoxtF
B0 TR EE OB Ab X N A A T A= L R (4 5 e A
TIRZ T, HEZMA L H 25 8. LUT siisid
H U UL 1) 20 RRE AR 8 1 XA AR, LA
SNEE IV 9 OB SE A 2 e fi 3 T A A S B
2.1 C.jejuni B9 N-#EELIBIF RS

N 35 A 6 1 7 P T 200 7 28 1 v 2 L
X B DU FAR SRR C. jejuni 18R FIWESEAL & i
RGEXBIULI . C. jejuni & ARANTR MM 2 10 &
B IEAR, AT LU A /NG RZE BRI, 95 16 |
TG R R LR T S EGREIET
L RALRIBEFE o, C. jejuni 225 — M4 & BUAFAE

[LEA B B AR 14544 275 30k
Bacteria Glycoprotein Glycan structure References
Campylobacter jejuni 81-176 FlaA Pse5Ac7Ac, PseAm, Pse8OAc, PseAmGInAc [16]
Campylobacter coli VC167 FlaA Pse5Ac7Ac, PseAm, Pse/PseAm-deoxypentose, [17]
Leg5Ac7Ac, Leg5Am7Ac, LegsSAmNMe7Ac
Clostridium difficile 630 FliC HexNAc-Phosphate-methylated aspartic (398 Da) [18]
Clostridium difficile Bi-1 FliC 204 (HexNAc), 146 (deoxyHex), 160 (methylated deoxyHex) [19]
and 192 (hept)
Escherichia coli AIDA-1 Heptose [20]
TibA Heptose [21-22]
Ag43 Heptose [23-24]
Lactobacillus plantarum Acm2 Up to 3 HexNAc (GIcNAc according to SWGA lectin blot) [23]
Bacteriocins -C-GlcNAc [25]
Bacillus subtilis Bacteriocins -C-Glucose [25]
Lactobacillus plantarum KW30 GecF Cysb/Cys28 and Cys12/Cys21 [26]

HexNAc, Serl8, Cys43
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I FR AN TR . A3 A& B C. jejuni FMESEALTE
HCEU R Rl 2 R A, LR B
F A BOONEE AU AFAE N-BEA B, X R e
W 2 2 i B A A TS M T UDP-GalNAc Ik
2t K PoIF . Z L RN PolE, LItH: Rl
PgID fi kA=, UDP-diNAcBac, F5-FH )5 P 1o
ARSI PgIC, PgIA | Pgll, PgIH ., Pgll il HAK K
asom oA W opy BORE IR xR SE R AT IR
[GalNAcal,4GalNAcal,4-(Glcpl,3)-GalNAcal,4Ga
INAcal,4GalNAcal,3Bac2,4diNAcal-PP-Und], Fifi

J& 2 FEE T POIK R fHAL 2 R Bt eeJa P H S50
FEEG R PoIB A4 SEME AT EL 12 B I 8 VR E T
R A IRR L ERY (18 1), 250 B
¥ih pgl REN#FE%AS, FAE 1999 4, Szymanski
SEAETE C. jejuni HZIL T pgl Bk A%, Horppl A,
4 i (oligosaccharyltransferase, OST) PglIB At & 3t
A IER A N-BE LR T BF g SRk, AT
Fifh, PglB 7EA A 5T N-HE b fe i 5 &
SRR, SN R AR XS R, W AR B[R]
Fir 2 0 3R OB N B BT 2k 0K+ — AR AR R R
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A B—Jrm, PgIB MEEMELIT &R 2NE
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Figure 1 C. jejuni glycosylation promotes protein stability
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22 HEH O-HEENEIFRS

BR T N-BEIEACEM AL, 405 ik 5 i A7 7E
O-WiHAb i, WAL 1 F E AP 7E THEE .
WE. B =S A O-Wi AR B I FE 75
SRR LW 2 . OTase KA1 F OTase
AEHAIRES . OTase MO AL 18 3 BEMIEHE 7S
MR SR e e R 2R 1 B, i B. fragilis
I 5E R O-#iSkfk. OTase ARARHEAINEIEL
TEAI FABE L A B VO SO i 2= Hpn e A1 I
22 B0 B AN 2 AR A AR A O-HE Sk .
221 HEEMFMER O-FERL

C. jejuni NCTC11168 #fi EREFALTE (1212
SR BB E R AR R m RO Z —
HoF % OB Bt 45 M & Pseudaminic  acid
[5,7-diacetamido-3,5,7,9-tetradeoxy-L-glycero-L-ma
nno-nonulosonic acid, (PseSAc7Ac)]a¥, Legionaminic
acid (Leg)™. A HF5YZEM, C. jejuni NCTC11168 i)
B K T PseSAmM7AcCPse 241, AEAE Pse i
T SEH AT A I e sh, C. jejuni
NCTC11168 /M B 1 MOMP HL{77E O-Hi 5Lk
& i, HoWEBE 45 49 O Gal(B1-3)-GalNAc(B1-4)-
GalNAc(B1-4)-GalNAcal-Thr(268)1**,

B T HEE AR RSB A, B AN R T B G
Ml O-WHEAL MBI . 43 F R BLRR B K
FF I (Diffuselyadherent E. coli, DAEC). W= &tk
K FF i (Enterotoxigenic E. coli, ETEC). &R
Pk K W AT 7% (Enteropathogenic E. coli, EPEC)frsy
WA AIDA-L, TibA LUK Ag43 (Antigend3)HJfE7E
O-Hi b eti, XILFEMZRE T AREERR
U, B s A R — R A R T
HopEsLAb Xt B B8 1 DL 518 F A EAER %)
K BXIRE A FE M 34N N ] 55 U) 1Y
S5k, hialfY Passenger 45 IR AN C iy B 54
3, Hrp Passenger 454 2 L EE A D RE X 3k,
B RENS 28 1 R 2 A AT IR 5 A — 28 ) [ iz
PRI AR, % E PRI R —
AIDA-I BETEZH T4 2 i 57 PN Bl 6 2R DRI e R4 1
AAH I AAH2 BEiEfb ) AAH il AAH2 J& T

M A iz E PR RE BB BAHT (bacterial
autotransporter heptosyltransferase), ‘©A1%—M:1&
M AIDA-I TR 22 IR B AL , 78 240 T 240 e o b i i
O-WEEEAkIn] AIDA-I s pesl, iZid # i Frifi i
BERCIK BT LPS WA ke iy ADP-D-D-
PEREEY (18] 2), AT RN, fAAET aidA JEH 1
il aah L 5 tibA JEH 1iF tibC gafis i 2 (147
FEFIRYE, #5RRAHIEPI, TibC REAEL TibA
BERALPY, psh, B L — VBRI RS
Ag43 HisfbiRts, (HIE Aga3 HUBHILAL M1 b o
T EPEC 515 FAMmIss&RES, midEmIL i
Ag43 A H# A 1247
2.2.2 B.fragilis.L. plantarum WCFS1 . L. rhamnosus
GG B O-#EE 1k

PHF I (Bacteroides) 7 A4 18 G 2E 4 vh e o
FbERR, HRZHRE ™ 4 2R ZFE R RIELE
XS A E W, H OB AR R 51
Asp-Ser/Thr-Ala/lle/Leu/Val/Met/Thr, iX @4k 5 H
Y N-CBEEFURRG . EIURSE S R ek
2L SRR O-FERLALIB I AR, SR 5 & 0
B. fragilis & A M ZHH L E M2 S EEM
E AT E M 240, 5 C. jejuni H pgl B
PRI, B. fragilis Hids & A bt 2 Fh SopE L4
% W 1 e 55 0% 55 Ak i & A )3 (locus of  fragilis
glycosylation, Ifg), HABMATFR G HEA S Ifg
KAl IR,

O Gle

O Heptose
GleNAc

(O Hexose

2 AIDA-| #EE {123 DAEC X478 £ 4R R Ay 45 Hit
Figure 2 AIDA-I glycosylation promotes adhesion of
DAEC to host cells
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FUFF Tt 2 W 1 A 1) 32 2 A TR o A 5L
¥ (Lactobacillus plantarum) & FLER & ) —F, &
REAT 50 il DL TR % P 1 R ARG E RS
I HUARR S IRE . L. plantarum WCFS1 Y
FEABER Acm2, BEAMUTE H L #E H S
YRR, T ELR TR AR 2 2L R v i B B 58 A B0
Acm2 BEIAL R A TE S STNER . 22 A TR FAH =R
)N Sas iR, Wl 2 7e 22 A PR B 4 2 PR ik 5 b
A 21 4 GleNAc H4AP* ) BT L. plantarum
WCFS1 #b, S ZHFLF 14 (Lactobacillus rhamnosus
GG)rh 2 4F IR 11 Mspl £& Ser %7 5 JL b th
WERHAETE O-WHILAIEM, I HRME o0& A 4
WA S 00 WTRIE N, RER R FLAT
PR AR WESEAL ) B A 25 55, R H A R B b 1Y
ZRENE X TCRENR R A% AR ) R s
— BB

3 BEEALX B A T RB BiE 2 R TR
3.1 HEELBEARERNIEEMEMEYE

W 3 AR A8 X T M T ol A 0 10 45 b A PRA TR
FAN AT e, 330l E S A LR T ) T B R
EH AR . AR, C. jejuni AL
N 3 AL e B 5 1 B 3l DR IR A B e % i
FAE ) EIC (& 1), W EEAMEE S MOMP
1 O-B LA BERZ M IZ 2 11 A B4, XAy
SAEAL A LEE I C. jejuni 5 24H 2 1l Y ¢ )5
(blood group antigens, BgAg)iI4i&fe 1P, kg
3 3 2 T 5 1) SROM (2 5 R RIS A A ) JEL At
BN SRS, T AL 81 Al s 20
HERIZER , SIS A ST e v o 40 8 b
FEARSE R B A e e PR A T v A AR T A BR T
FH RS AT Cnm B AT, Jomis g
Wi R A S LR RS- S0 11 B R P ik,
Mahdavi 2% C. jejuni NCTC11168 H flaA FE Al il
B, & BUZ B IR Y BoAg M4 & HE ) AT,
XYL T HEEREILILEE (1 FlaA FIRERZ T C. jejuni
Y5 BgAg A E LS Ao 25 FRTE, B AL &
XtF C. jejuni AR 41 A AT Bl g

EMAE S BRRRZIL M ALSE C. jejuni 7ENHIAR
Z i B TR A= W) I R T L DL R LRt 18 F2 1= 2%
HE T o

ZWiwFsE %20 L. rhamnosus GG 7 [
Mspl 8 5L Ak 2 2 FT BB 55 It Sk g I AT BRRG B 2=
HMW1 iZhREZRAL, #REAT IR A B B
HEFHTERI DIRE; 3 — 7T, Mspl FR1H R b
SER 22 B Mspl 5 - K A AR ELVE R, T
P Akt (5515 I 5R L , 3X F 240 B 3R T 1Y
WEEAL AL AR ORRE B B AASE |, 10 BB A A OC X 5
TS FRTE M . A, Rolain 8 B IR R L
L. plantarum WCFS1 1 Acm2 By O-kl5efk 245 il
BTG, (HJE Acm2 B9 N Smgb R8s & A A
A B iR e ST, WV O-FE
S5 T Acm2 G5 RE T, FEMIHETS Acm2 1Y
N S M ey Sh e A B hg oY, 25 BBk, fud
L. rhamnosus GG 1 L. plantarum WCFS1 7£ N ft Ak
22 2 T AR 1 OB AR 0T T TR A A — R Y
me, TS 5 AE S A EAE
32 MEEUFAEMMMEZEZIN

PRI 3% 1H1 26 B 25 1 B 6 Ak 5 ORI RE O
MG, 0 ESCAR, RPBEIAL B AT TibA A
REAE 4 B ETEC RGBT 775 400 |, T AIDA-I
B B L i A iE T DAEC ZhMEH7ETE E 4 I
(&1 2)1200 A5 AT g ML AL I TibA 1 ZERAK,
RBEHEEAL Y TibA BB 7E AN 5 R B 1 52 SR A
a5 e PO RV 336 IO S R 240 T 1 3 v TR A A
YR B, (ELRAAIR T ETEC X 2 Ak R aE 7114,
[, AIDA-I O EAE S 52 mn T 3 B4
1, B P T E. coli 15 S 4N kG R RE 1 B
EASE R AR, I R A I I B3R T o S s
MR B 1 Fapd W REAR E XS 1 a3 B 40 it i)
KRR, 23 bRk, A R R DR R B R
TR A VT RECE T A B4, SR G R
T A FERRS R R

WA F, B. fragilis (49 Ifg IX S RE AT LA
W bR A e A 1,2 A SR HAE R IR,
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WAl LUK LA IR 3] [ Bl . S5 — 5, Ifg
DX el 55 AR AR 11 5 B B IR metG iEEE,
A DL b5 B. fragilis 1Y O-#E 34k 5 A WA A
A A —EMEME . Coyne Rk Ifg X I AY
FIA LB, A T E B S R, 15
T B. fragilis 76/ B o g i B3, 3w
B. fragilis 9 Ifg X5 T A B 096 B 15 LA SO 1
F MM FE A 2 OCH S AIVER .
33 MEUEREZFAT

S TR 2R TR A SRR ES i AN B I B B 5
J1 o AR E AR AR, IRRETE T TE F Rt
BN o Herp I R 5720 L. rhamnosus GG
BEA, HE5AwEEER SpaCBA R, ©4i
R~ UIIE T L SpaA 3L KB4, LA SpaB iV 3
MJiHG, LA SpaC WEHEA R A RAK TR B 451
o oA H RS SR ) L. rhamnosus GG
WAk T T v A RO 5 R A0S 5 200 i 2 T ) R 5
PR A2 VAR S AR 240 B e S 00 B 1) 266 T O3 - -3- 45
Al #& & K [N 1 (dendritic cell-specific intercellular-
adhesion-molecule-3-grabbing nonintergrin, DC-SIGN)
FIriEG, 1755 DC AA: TN, HE RS 48 AEAH G2
Jia IR 1 4 9 2% 10 (interleukin-10, IL-10) . 1L-8
IL-6 F s £ FE K1~ (tumor necrosis factor, TNF)
92RO AR AN A S0 S B (P 8, 55—
WHFE R WEIRFLAF A NCFM (3R J2 8 11 A (SIpA)
WA DC-SIGN Z A& fr ], #Emmiszm A DC il
T 4N SAE , 815 1L-10 I IL-12p70 35514,
ot I 240 T % T 10 17%) RO 4455 ) 52 i R DG B 3 24 i
(P , DR AR SE A OC X T Ui T3R8, ek
5 | ARE S

ZIF5EM, C. jejuni NCTC11168 #i €%
1 FlaA Bk T RESZ R C. jejuni 55 BgAg HIZE & RETT,
A RESE RS T g B 2308 BEgR KW, FlaA
A 19 MR, A2 EIRiERA 2
SRR R A DG4 JUBRE Pse 5% Leg Az A AR 410,
FlaA 25y Hh i) Pse i o 515 £ i A9 Siglec-10 #H
HAER, Pse Ml leg MO Z5 40 (. 5) T 25 90 #E

@s0:C oMan %o

@ SpaA  AFuc

® SpaB (O Hexose ;:
Ooooooooo@@mom&cmwomooo,%UO

Host l
%
2

DC-SIGN <

s i-10t
NOE —<
R, N IL-8

TNFJ'

3 L.rhamnosus GG #EE 1@ ¢t TE £ 40 A % 12 Ky &+
Figure 3 L. rhamnosus GG glycosylation promotes
immune response in host cells

Siglec ¥ sia 148, FEimlE S P38 itk
% MyD88 /51 I1L-10 #4735, Howard
NG flaA IR AR A A 1 S AR TR
IL-10 kK P B i TR, BRI S50 AT RE 255
M 1L-10 [k,

WA, — B2 (1) 53 1 28 1 BE A8 X AH DG 2H 21
F14) S Pl A RS A A, SR I R3S R i A
ST N 17 (1 7 (1 N 77/ O S <
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