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Research Progress on HMOs Interacting with Intestinal Flora to
Regulate Infant Immune Function

XU Haoxuan, LIU Jingwen, SHANG Jiacui, MENG Xiangchen®

(College of Food Science, Northeast Agricultural University, Key Laboratory of Dairy Science, Ministry of Education,
Harbin 150030, China)

Abstract: Human milk oligosaccharides (HMOs) are very important components in human milk, and more than 200
different HMOs have been identified so far. HMOs act as prebiotics by the metabolism of gut microbiota to produce short-
chain fatty acids, which have a beneficial effect on infant health. This is one of the main differences between breast milk
and formula milk powder. Studies have shown that different species of gut microbiota use different mechanisms to
recognize and digest HMOs with different structures, maintaining the balance of the gut microbiota. HMOs also have a
variety of functions such as relieving allergic symptoms and preventing necrotizing enterocolitis. In this paper, the type,
structure and content of HMOs, interaction between HMOs and infant gut microbiota, and their immune regulatory
functions are reviewed. HMOs can promote colonization and growth of gut microbiota in infants, and directly or indirectly
regulate the infant immune function. This paper provides theoretical support for the application of HMOs in infant foods,
and contributes new ideas to the future research and development direction.
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FIH ARG S, PRI OCER 7 HMOs BEAERIIA K, AT
VER a4 e S IE R AR, P AEXT LR E 2
S B EE 119 5% 8% BB D7 2 (short-chain fatty acid, SCFA)
FIFLIR A=) . Ah, HMOs BERSAE 15550
¥, AR5 1E FUEMER E 0 SZARVE R, RV 2L
IE G E | SR L e R GERY R B I . St unE
IRIGIT R ILIIRIEH NG 2 5 R 1RIT RS A
PERIi A 45 7 T RAT 2R S

HMOs FhZe82, 45052 2%, IRIMG IR E. H
B, IDABC By H 9 HMOs Z2 AP a2 H
25 5 fR] BAAY 2'-2 B M L FLKE (2'-fucosyllactose, 2'-
FL), I #8553 B Jr 3 i A s i 3'-9iie Y iR LMK (3'-
sialyllactose, 3'-SL ) FIZFLAE-N-Hr DU (lacto-N-neote-
traose, LNnT), [R]A 2'-FL H0RHAFE Mg+ Fe550 A
TRAENE &S P25 AR5 1 HMOs
5 E AR BIVE LR S A 220, TE AN T A
FEDIREA AR . WA T Rl HMOs 53 71E
JHALH, 5 SAEZECH iRk HMOs, {8 22 Bk i 2
AESEHEUT REFL, X AR M TR 2 LI i i Rl 285
HFEL PRI, RSO LR A R FIZE HMOs #1718 134
A=W R G L S D RE, ik HMOs 5 %y ) HE
MIDCER, B OB R SR T L .
1 HMOs #iR
1.1 HMOs MEMSHARIFHEE

HMOs &1 3~22 > HOlELH AR SRBE, H45H4

ZRE, BT RIS, 165 B R BIFRAE T 200 ZF)
HMOs., HMOs B A5 St Fh i 2 . 27
B N-Z BRI . A RERER> . i HMOs
PRI S A Uit AT S5 L, I LT DASE AN RIS 1Y
FLBE-N-"#¥ (Galp1,3GlcNAc, 1 %l LacNAc) 5¢ N-
2R FLBHI% (Galp1,4GIcNAc, 2 # LacNAc), DL g 4
BEATHE[H, —LE HMOs EA7 & & 49 i) 22 ek sh
#, HSEIE RS £1,6-N- 2 Tk aibi i SL 5L R g
YIAE &, 5 T2 B AE N- 2. 19k 220 35 35 259 %% (N-acety-
lglucosamine, GIcNAc) 14 3 {57 5% 4 37 [ L p %4z
A FUREE, HonT LIam s 1 el 2 ISk My gE—2b
PR, R EZAE S HMOs 77 A= S B 2=
ZhySCEERP,

SORREE R Wil T al,2-. al,3-F1 al,4- ik
FALLL A 02,3-F1 o2,6-MERERAL, TE LA —Fp 322
ZEAIAY HMOs: H M4 B Rk HMOs, 29 &5 irf
HMOs P2 i 19 35%~50%, 105 2'-25 wobh S v
(2'-FL) . 3- A #ebHILZLPH (3-fucosyllactose, 3-FL)4%;
h PR A O AL HMOs, 295 42%~55%, %],
E-N-7SH# (lacto-N-hexaose, LNH) . FL¥H-N-5r PUE
(LNnT) 24; 8 M ME W B2 1L HMOs, 249 5 12%~14%,
G 3-MER PR (3'-SL) . MR IR - L -N- PUbE
(disialyl-lacto-N-tetraose, DSLNT)%%, % 1 i T —
Loy UL, HMOs PIRZ045F . B0, Tk HMOs &5
A HMOs 19 80% LA b, i i T MEW iR b HMOs.

F 1 ZRFEHAFMLRGES
Table 1 Three main types of human milk oligosaccharides” !
TXARR AR EEe] 451y it (g/L) AR YEILAFR E e 45t Tt g/l
PREETRE S b Ly -N - Gal-/i‘-l 4'(FUC-(Z-1 3')
2R 2. ) Fuc-a-1,2-Gal- FLME-N-E i lacto-N ; ,
Tk fucosyllactose 2'-FL 4-1,4-Gle 0.45~4.04 B fucopIeIxIltaose LNFP III GlcNA$—4ﬁ_—(l},l3c—Gal—/3— 0.05~0.39
ey Gal-f-1,4- 2 TN — LT Fuc-a-1,2-Gal-g-1,3-
3 Eﬁf % facos ;liactose 3FL (Fucwrld)  007-0.86 T NﬁgEg i fulé‘gttgt‘}jt;se | INDFHI (Fuc-a-14-)GlcNAc- 0.12~138
g Gle g $-1,3-Gal-$-1,4-Glc
rpp S N Fuc-a-1,2-Gal- — Gall-4(Fucl-3)
Wik ALME-N-& lacto-N- B-1,3-GleNAc- _ o S-S difucosyl-lacto- GleNAcl-6[Gall-
HMOs BT fucopentaose I LNFP 1 B-1,3-Gal-p- 052~176 g N-cUpEA N-hexaose a DFLNH 2 3(Fucl-4)GlcNAcl-
1,4-Glc 3]Gall-4Glc
Gal-f-1,3-
=Lk lacto-N (Fuc-a-1,4-) ST, Gall-4(FuE:1-3)
FUME-N-— . LNDFH GlecNAc-4-1,3- TUAHIE-ZL difucosyl-lacto- GleNAcl-6(Fucl-
L dlfucoﬁatraose I Gal-f-1,4- 0.09~0.21 BEN-CHEB  N-hexaose b DFLNH b 2Gall-3GIcNAcl-3) 0.32~0.63
(Fuc-a-1,3-) Gall-4Glc
Gle
Gal-$-1,3-GlcNAc-f-
21 kN Gal--1,4- - ‘ ;
*L%i} B JacoN- G GINAGA LS. 010-204  FLEENARE  lactoN- LNH 1.3-(Gal 14 5 4 13
" i neotetraose hexaose GlcNAc-p-1,6-)Gal-
T,@%{gﬁﬁ Gal-$-1,4-Gle p-1,4-Glc
?%\ (=} >
HMOs T’LM N-JU Gal-ﬁ-1,3- Gal—ﬂ—l,4—G1CNAC—ﬁ—
AN lacto-N-—y N7 GleNAc 13- 0.18<1.18 FLEE-N-Fi/spf  lactoN- LNnH 13-(Galf14- 10 18
W tetraose Gal-g-1,4-Gl neohexaose GlcNAc-p-1,6-)Gal-
alp-la-ie p-1,4-Gle
R AT . T . GlcNAc-p-1,3- (Sia-
_ E 5 —rf - _ ﬂ E %5 - - _ _N- »
SRR 5 Gotllactose 3-sL Se23-Gal e g op MERIRILEE- sialyllactoN- [ oy 05 60 (Gallgi1,3-) 0.10~0.16
B f-1,4-Gle N-FUFB  tetraose b Gal--1,4-Gle
LT A s , s Sia-a-2,6-Gal-f-1,4-
PRVEMEWY oMy ERTL | | , Sia-a-2,6-Gal- MR FR-FLBE-  sialyl-lacto-N- ; ]
H@ﬁ% s 6'-sialyllactose  6'-SL -14-Gle 0.38~1.30 N-PUsC tetraose o LSTc GlcNAT f_ (1} i Gal-- 0.17~0.74
s ;
Sia-a-2,3-Gal- .
EWRIR-F. sialyl-lacto-N- B-1,3-GlcNAc- TIMERIR-FL  disialyl-lacto- Sia-0-2,6-GleNAc-f-
BENTIREA oo n LSTa 513 Gag 004014 T i “Nicimaee . DSLNT - L3-(Sia-0-2,3-Gal-p- 0.49~0.53

1,4-Glc

1,3-)-Gal--1,4-Glc
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W FE R, AELEZL R AEE R TS HMOs 1, 2'-
FL &85, B 28 0.45~4.04 g/L; Hak
52 3-FLW¥, & & 4 0.07~0.86 g/L; LNT iy & & N
0.18~1.18 g/L; LNnT 973>/ 0.10~2.04 g/L; LNFP
I Y&/ 0.52~1.76 g/L; LNDFH I B9& 259 0.12~
1.38 /LB, HuiTKkZMiH 2'-FL 1 3-FL #f7 HMOs
BRI RERFST o
1.2 8F.7 HMOs M S EENFME R

ANEEE R EEFL HMOs 45 H & BAEfefR s
S, Hszm R E AR Z, mlans:az 5 BB . il .
GO PR R R ZRAE0) . 1550, U5 E s iy
AR R SEIFLRE T HMOs FhSRNHR 22 511
Ko SrihBIEEsEA) HMOs %45 LNFP 1. LNDFH
I A0 2'-FL —F, midE4r s A3 A9 FLAE 5 LNFP 11,
3-FL il LNDFH II =Ff HMOs 10&& 535, [Hat,
Ay IR SE A EEFL T HMOSs ¥R 25 TEHES b, B
JITA AR HMOs Pt B 5 PR s 2 IR g 5200,
HIR, HMOs MU EEAETHZUIH PG sk, Plows 451
TEXT PEHE AV 7o B 20— T 58 o 2 B, niipLad A vp
K ZH HMOs 144 B &D i 35 F#AIK, {2 2'-FL. LSTb
I DSLNT BRSb, BATH e B AR 16 55 B[R] JT B i 5¢
%o 3-FL Fi 3'-SL ¥ EEAEMHZLI AN W23 . 3-FL
A s, MIRZLIHTFIE 1 1> H 31 24 A~ H B A0 10 1%,
3'-SL WUAE [Fl—HJ e B3 2 159, mizlisg A 5
IR B F R REFL HMOs & &, 410, IG5 5
Bt HMOs 2l 57 A6 ¢, 2877 £ 2619 HMOs ' LNnT
1 LNT %7, 3-FL #IKU, w548 ), BHARZ R4
5 % (pre-pregnancy body mass index, PPBMI) <=
S0 HMOs 4%, L 2'-FL. Hfb A 3 b
HMOs 1.5 HMOs 14k BEffi %5 £ 2% PPBMI 193 55
Tt Y, i LNnT A9HEENIS PPBMI 2 AR,
[FHY, HMOs P ZH Al i) G232 2|53t Jo B R AR =
BOSE N, (EEAERLHAAS B2, Heah, 25 Hhdel 45
FRBE R 2 A0 HMOs U4 5454, 41N Davis
SRS A A3 AR K] LY AR SE v 2 B, 76 TN 2SI L
BOHRESE P2 AR B HMOs R Le 7 2 2 2L AR 25K
£S5 AR E G5t £ 52 HMOs /Y85, —IHFSE
KIYEAE R A B S IR P ER R 1L HMOs
e, ARSRIBTSR FR 047 T i B AR R
i) HMOs FAZH AL 5 i JLAARB L]
1.3 HMOs WAT&ERFGE

Xt F IO TR LR IR BE L, B L3RAS
FoAEE IR, A/ INREFLURN L ) LTS Iy B Z TR 20 i i 25 7,
T BSM 4 FE HMOs, XA — B F R T2 LI E
PR, SR T R AR =) vh 43 5 3R A5 1) HMOs AR
20> TG v RHIAR s i &) BREC Ry B, Btk N T A R
HMOs Y713 i A e el

H B, HMOs i & il Bt di b4k . Ay
. W L R A RGTR DL R a gA R AL S, Hoe
R ) 2 A E R S il . AFSE AR

Se kB T Ab2E A AL . HMOs fh2g& alig EZ Pk
JEHBL AR ST AR X I se B ] S B R g 2k
PR, BIS1b &9 b e —3L B S s, Skl e dHAth
FLE S, KN B SE R A L AN LR, M N
SERME FVRE . BRI CR Y IR DO ME BE RIS P B
KRGS RE i R0, Shfia FaR[AER, WFSE A
BT “—ERET Y HMOs S0 1. H RS
TE VR AR SZ AR 0TS, (15 P2E sl 2200
FEAV S B e AT, Pk S Ak S i A AR R
IR BV R P R AR i 43 B alid, B2 I AL
SRUSI Hodh i s R WONG 25U 1 2 g “ 7
A —5R ", e v RN U TR AR i Sk TE Ak .
TG AP — 3R A R R TR R R B ERAE,
G AR RIEER . P IRIEEE AR A
B JRRRM:, AT EsT A6 7. BHE & B
WF R B BT SEARTN X sk 5208 H . Wik
B B R FH A P IS [ SR R SR 5 R I ATORE T 2K A 1 o
H i, 22250 38 i [ R A e R e, SEEL T 12 Ff
‘HEEHESIL L HMOs B9 K -G . Saumonneau 52"
XJ B. longum-o-1,3/4-L-4 B H BT 00T, 753
T XK R I . 52 IAREE G RIS TR . SR
PR S 0 S AR, B LA 3-FL APl IR, LA
LNT R3Z4&, A]5 % LNFP 11,

1.4 HMOs KH

TEERIr IR EZR, 56T HMOs W H 9725 52 8
TEE . #RE HAT, B ZE E O gy it 2'-FL .
LNnT. LNT, 3'-SL. 6'-SL £l 3-FL 3t 6 # A [6] #Y
HMO JEA B4 FIEAT TR & WVE g & & Rk
T “— NN ZE 4" (GRAS) W 3R, A3 90 Bl AL 45 22 4
JLBECTT W58 LA R s B i . LSS« OS5 i
&), R R A L RS N R T B RN — . P, Kk
BV FRHLAERY 2017/2470 FURE 2'-FL £ 22 JLANER K
BULEC T Wk b i s B s o 1.2 g/L, PFD 6'-
SL ZEZ B i inE &= 0.5 g/L. 32E GRAS
N K 6'-SL 3T 5 AR SRECRY AP s B
=54 0.5 g/L,

AR HT Y == & i An iR (FSANZ) T 2019
7 A 22 HHALHEREZELEC 7 & & 5 H AR = b
1 FHAE W A B4R P2 1Y 2'-FL 8%5 LNnT JR-&16 H,
I E W R AL E I 2'-FL, 2'-FL A~ ## i 96 mg/
100 kJ; A0S &40 2'-FL 1 LNnT, lI] LNnT A i
24 mg/100 kJ, 3f H 2'-FL F1 LNnT Y 5 A #8 3o
96 mg/100 kJ, 2021 4E 11 /1 8 H, FSANZ %} i# 1
LB R AF TR R AR R A 1Y 2'-FL AT 22 )LiBd
Jr B BB LBEC T & AN LEC 7 b FE T
R FHH I R ATHEHEIR &, Bl R R B I A5
it 2.4 g/Llel,

EFRE, 2021 4F R 2p4F, DEZILZ 3T =5
2'-FL VR S g InFalsn b mh i B i 30, itk =390
an HETH & bMESSk b, b -G ik IR ny ™
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MR EL T 2021 A 10 A & A8 T iEsR B LS, (H)5 2
FOIERAR AN, HETAL TR MER B, FRIEREE R
SR SE A4 BE R RN P E AR S LAY 5E 3, HMOs 78
EMS AT BT R T 5.
2 HMOs 527 EmEENE(E

W LAAS PN T B R AT A S RV A B B
JUASH PIIRGESE R A K, Bl e i 2E st 1 i
R, IS RGN DR A E RS m .. XMiFiE
T B R ERRAR B A A AR AT, & ) LEE B 3R
FUPELE RO | BEN . H FIRESESEN o

HMOs X228 ) L% I8 bl i 00 5 Al -5 S r= A 25 50
FEERM ., HMOs X A #LPi )1, AeiE kis
53, BB NGIE B S AN S B AT AR Ak, BEfE AT
W — LB ll7TE AN PR FE S B SR IE S T R BEA L, Rl
AT EENR IR, TE T B8 v & oA 28U E A K 2
HAG FIAITRMEIRIERA . ITAEofR, — LB 5T I BASR FHAA
PIFMARS M, 3% T i v o AT R SR E I T FE LA Se 4l
mAE R B 1224, I EE R S A T UGiE T Y
AW, B UANPRH IS AU AT R . 22 LA AT IR . R AULsE
FFEE . FUFFEEIEEXT HMOs Al 5 R 24
2.1 FEEN HMOs SRS Ma s /ERHLE]

2.1.1 MUBHFFRE A A L HMOs Ll BkZ
FFERFH HMOs 1477 2L 4 A P9 TH AL RIS R A
PP, S SUBE AT IR 45 W] B 2 2R P HMOs LLSE
FETE oz 2 AL PN, 1) T L PN IR A s TP A B AT
B G 2> 7E 41 B A1 7= A Z2 FhobE K f# B8 ( glycoside
hydrolases, GH), N 1,2-a-L- 3B 1EEE . 1,3-1,4-
o-L-25 Sl B AN M R R B 45 558 437K At HMOs, T5-
30 A s B P K A s i 25 A SR i — 2B R
AT 552 BRL 2 S5 B A N e M iR fE HMOs AT 24 A1)
FHo B, XU AT P& B AR RE 75 F1) FH 25 351k HMOs
AR P R 3R AR TR T R A5 5 s P s o
BRI DA R ABC #5820,

AN Ta] Fi 28 1 XU A B T BE A1 1Y 25 e Fe b
HMOs W25 5 BAARNLHIWASR] . REBODUE AT
FRET R 2'-FL, Had B2 A BB : 1 Je Mgt
2 GH 1E ¥ HOK i, #2358 B ABC §%ia 8 %
2'-FL MANFE S HE AP, SR )5 i 2 25 FhopRH 7K i
B 5E BT 2'-FL AOA] P, BUBEFF B FIH 3-FL f94L
il 5 2'-FL p LA ALY P9 s XU A T4 B.
bifidum 53 FE ML YN 53 W 25 PoBE 1 I B 22 2'-FL /K
f#?4, B. longum subsp. infantis ATCC15697 N AS[H]
FHAMXULAT R, A Tauiasi T, #)JH FL-54
B -1l FL-5%i2 5 -2 f4ia A 3ehEs it HMOs,
Horh FT-H#2 8 A-2 v L2 2= HMOs, 11 FT-
iz fR -1 ARG 2 00 A Pebi ek HMOsP, )]
4N, B. longum subsp. infantis ATCC15697 7E LNFP
I A B AR, 3568 LNFP I 7 3 4 SUBE AT B 22 )L
MEFIE SRR A
2.1.2 AP Z GRS X AR b HMOs 1A H

Kijner 2508 2241 17 PANZE ) LA 4335 H 1 LR B
J& A IR, FEXHBURE B 40 B MR EA T RNA ),
UERH T T3 Jm AERE A FH HMOs. FUFF B 30 3R
FH “ AR s A FH HMOs, i 5605 s AR R 1w
G IIRR AR AL A 25 G B VR Z BRI AL S T & A
M RESRAD S I NE T 7K fr g ) ZE R 3 DA G . R4
FFEE P I B — > 205 AL AR B U R RS
[FIFP SRR BE T, T HEURT DR 76 4 At 2R T 2%
4 HMOs, Fm i3 /ME SusC BIFLIE gz 31 JE]
JoT 23 (8] P 25 FIOME T 7K A B A i S B/ N SR e
W, Bt pl iz i 2 AR BT v e — 2B R . IX AP REARAIL
HIXTAS ] HMOs BUFIFHBE I AFAEAR K22 5%, BilanLh
FHEHITER B. stercoris R II—LERARAGEF] FH
fTAn] HMOs 15 A B— s A 1, 1y H At a0 438 24T
B B. vulgatus WIAE - FMILERME b RIS A KRR,
W55 HURT A B. fragilis X AR5 B IE A VA FH &
TS, SR BT B R A e AR =
BeEVE. FUFFEBTERNSE 2'-FL 0, P 3 2k K
JINHCFN pH FEAIC, (B5 R HOUEAF B @ AH E, &A1)
P LR T AERR R B /L. kb 5E 3-FL ), £
BT B i Y R R H B B Y - - b BT
THAE 40% S £ 1) 3-FL, ¥ 3-FL 1k~ SCFAs(Z,
fig &5 . PIER £R A T ER £R ), (H KA 3 AT B
ATCC8482 y=/E:3LIR, [AIR} pH i 35 MK, HbnT
DL, AUAT B A Z USRS 7 A A R = i As
AT

B IREE T R inulinivorans 3 ik W H 7K i
fitf GH136 [ PR i, 33 A A7 76 T PR AR 4l i 4 b
BEE I, IR AN A I K RS bl 3R 1L HMOs(LNFP
I. LNDFH I #1 LNDFH I1), & )5 il i ABC #4iz &
R A5 32 2] 40 i 5T, SE3LXT HMOs 11 53 71
FHo 3 R. hominis 777ERT, ML A9 GH136 &8
LNT 46 ZUPEFT LNBP,
2.2 FEEEEMN HMOs SiEERAEBIR/ER LS

FRITAUEAF B A= ) AR B I VE /K Sl GHs fE
5 N VR 1R A 5 S N HMOs A% O &5 7 vh 2516, T
R a0 AR L HMOSs 253l AR 7 i iz
TR W0 A W K i g Sy i R o 09 an LB -N- Dbk
(LNT) £ 8% B. longum V. T 3 3K ZLAE-N-2: 4 i
(GH136) 43, W nl¥% B. bifidum 7=/ AIHF(GH20)
TKABE A FLNE-N-—HE(LNB) FIZUbE . Blfe X s =438
i LNB #3215 (s i g an i i b, BB 20 -N- B
IR AR (LNBP . GH112) e A IR s L e A
FLE-1-B5 1R (Gal-1-P) FIAH B By N-Z B8 e 221
X7 AT B 38 7T A A L -N-"_#% (LNB) , Rubio-Del-
Campo ZEP% K EIFHE B. bifidum . B. breve 1 B. lon-
gum subsp.7E N ITA X AR AT 7EARS N & T8 LNB.
A FFH LNoT (XA 3L 22, B. bifidum X LNnT
SEIZ A1) HMOs RIS T4 K S, B. longum subsp.
infantis N B. breve REY4 — 4L 58 ¥ 1Y) LNnT S A4
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MEBY, Hodh ) B, longum "HEAT B p-2EFLBER RN B-
N- . Pk %, 2405 % 0 07 g 2 M U A P T K e LB -IN-
HTVLBE (LNnT), 435088k . Gal il GleNAcPY, -
N-Z, Pk 22 2k 4 269 10 -+ T 1) [w) 05 25 R A7 78 T B
breve UCC2003, [Xl it B. breve UCC2003 . 7] LL 7
A4t 5 A9 LNNT, {HIXBRRRASGE S8R FH A s bl
FHefk HMOsPl, b4, W5 2B B. dentium Y510 Fl
Y521 @Rt A FH LNT A1 LNnT, {38855 pH i &
(238

H ATHFSEUE B B3R SUEE AT B A A B R X 2 e
ML HMOs BIFIFHANIH S . HERE S . IETEFLT
wE . FUFFEE . ZFLERAT S | A4 BR oA s FeE ek e
Ja ARSI PR AR YN BER AR A #3L HMOs 2k
KB
2.3 BAEREYFEREL L HMOs BYFI A
2.3.1 XMUEFFRE X MR % 1k HMOs A HMOs
P A I VR TR TR A T AR A S PR A . B o2-
3 MY PR R L A P A HMOs B9 XSUSI AT B B RR A
ARG K A SR Y 02-6 BRI R AN &
Pl 1 Y 1 Ab FLAIR R B o N b, R e A B 22 L
ATCC15697 . Ff | FH — e ¥ 1R -7L #% -N-PU bE
(DSLNT) H-7=4 HAA WG PE Y 2% NanH2 02-6 iR
BRTEXT SCIMERR iR 1k HMOs F95M i B SR 2
B H AR RS AT B ] A A R R L HMOs £
g 3'-SL Fll 6'-SL Wifh, Yu £52 IERH, Y 7ERE SR 5L
S —E MR BE Y 3'-SL B, B. longum JCM7007 .,
7009, 7010, 7011, 11347 2 ATCC15697 <55 544
SR PRMEG P, WALREFRIE S 40% LA 1A 3'-SL, K
3'-SL AR e FLER RN sk A Wi iR, IR 24 pal iy A= 4
TITEREFER PN 6'-SL B}, 4B 175 i & R g 11
HKFE R . AEIEACE HMOs BT 7248 10 P2 AR
[/, B. longum JCM1272 A 3'-SL AN 2E 5555 A5 i
1% . B. longum JCM7009, 7010, 7011 FlI 11347 14
1k 6'-SL ;=4 K = ZLIR M IE 55 N8 W 18 , B. longum
JCM7007 HEe¥HACHH A FLEZ, {H B. longum JCM-
1260, 1272 X ATCC15708 ¥ ;= 4= SCFA, A= A=
2.3.2 HAWGGA Y XTHER R HMOs BRI BF5E
KB, A A 3'-SL il 6'-SL it . 23
FFEE B. thetaiotaomicron ATCC29148 GEifs S
FR TG PEVEFE 3'-SL. ¥ m AT Bacteroides vul-
gatus A 3'-SL Fll 6'-SL. Mi55Z5FTEE Bacteroides
Sfragilis "] FFH 6'-SL #E17 A= K A, (B ANGEF]H
3'-SLP?O, DL _F AP BRI ER R HMOs A
FERRITR o

2 12 A A BR T RT A) MR R -L VR -N- 0 R
C(LST o) fEMuFEA I . Hunt 5507 72 & FIAS &
HMOs 45 FhEE 3L b, W57 45 F HMOs X i 45 R
A BRI, SEEGTIERA, { e R ERT SRR B
FLH B R B A BREE S, epidermidis WY 15 W

1, LST ¢ B EEFAR, B LST ¢ A ZEAAR SNl 2 By
A ER A 2B G, 5 EL R I 31 19 25 R 8 OE
e

B G R T R S R R AL HMOs 21774
KA. Wang 4508 S35IR G775 3 S H iREFLIE
FEFIC TRy TR B LI 20, [W] B BB B LR AS 2
17 HMOs mFEE4lifh . BT 40P 16S rRNA FE[H
M, B2 QPR 04 32 5 5 ey 1 - FLAE-N- DU B
(DSLNT) 14 ¥k & 2 fAH ¢, UE B T & [ @ X
DSLNT BIFIH,
2.4 BEREYEZ X IRFE

2 W8 B RE A AR AR S OB RIS, 28 XL
SRR — PP A A T A A =4 ml 1k oAt
R, AR S AR R i B2 B, F e R,
PR IS RS A B A RSB AT TR 17 o bE R I 10% B,
B ) LI PR oRUBE A PR 1 = B B v 01, ERH PRI AL
ST PR RS HMOSs B F=) T AN RIS 10 U AT B
FIH, AR AR SUBE AT B 2B . IR A, BEBREE
SEAS By BN 23[R HMOs, (EE ATl e F FH#R45
Gy fit ) S HA 7 1 A0 R (U RSO AT B FIEAT B ) 7
A R TRZ Y Sl AN R AE 5 HMOs 53
FER A ORI AT S PR I PR R 0 A R ST, X
1A g R HLAT FE R
2.5 HMOs BikE S22 )L EMAE R N=ERE < [BI/Y

HMOs 19k )i 25 i 5z 2 Uiz R £
AR HEE 2R E A K . Frese M R4, S 7 d
%5 28 d X B LM FE 2L LE LN B. infantis
EVCO001 £ B2 L2 v HMOs ¥ B A, [R]A 3%
{5 R B HEE S . WS /N B, breve M-
16V W T ZUMERLE R, ik, HMOs 1925 f#
R 5 BR ) L  h—  UEAT B A T2 R B A O
Shang & ILE T H EHF T (n=27) MG /R (n=32)
Mt . R H . AR AEEERLE TR 1 H L
PRI e S AR AR I [R]— R BB LREASHES 43407, B 5T
KPR, BT RESEREZL HMOs W & T IR REF], 2L
JUNG 8 AU AT B = Al i P rE SR I 2R L, o BEEL
LNFP 1 1 DSLNT /K55 XU A5 =F 3 52 35 15 AH
F:(P<0.05), T 3-FL F1 LNFP I 7K 5 50U 4T 5 =
BRI, BRI FERE S 3-FL. LNFP II /K P
SIEAMHZE, ZUFT R 3 558:2L Y 3-FL. LDFT F1
LNDFH I ¥ 2 IEAHC, REANFR @A FEES
HMOs ¥ J5 1 AH M AN 58 42— 380, (07 5581
S, HMOs P 8 X5 B8 A= 400 iR 2 AT S 35 5200
2.6 ZZ)LEAEMEYFIA HMOs M{ERZR

HMOs 1ER B2 JL SR LT <y i, ELgr
BH T (e UEAT 25 M 18 RS R, )R B2 ) LR A F g A
KW, AR R, 22 LIS Ty ik vhoin A
2'-FL A1 LNnT J& % 4, X722 ) Lfdt BE AT 1 35 44k,
B an s FHES I HMOs FZRTCAS 4 B2 LR S0 4 Al
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TGRSR R >, HIRASRRT 12 S H iR
(R B R REN XSG REE SR SRR T
I RV R, 25 1, B LImIE A2 mT A
HH HMOs Tkt [ B = A=A R

3 HMOs 322 )L Z BT ER

3.1 HMOs BT EEREHR R R R R

ANRT AT, HMOs 7] 7522 J LA Ay B e w1 JLJE
YRYE B YRR, i —LEn] R A HMOs 1A 75 B
AR . Fi, HMOs A 38 353 348 5 15 32 A9 138 ik
HEIL Y, BEARRAS T SR o xoh 45 A it 32 A4 1 4%
AR, TR S B GeyZEThEE . LB PR AL
AT B AT 40 HMOs 7= LR AN T iR, v] ARz
B Y pH, SO B A K, XSRS EEA R I R 4E+F
JriB R A HEEAEM .. A, HMOs i8] RLiE
AR M 4 BRDRE P 2 10 ik B 5 25 A B BRI R R RE
F1, SR A B R IBIE R s R IR s 3= S5k
AR ST YA EAE R, X EGL e HR AL
— R,

3.2 HMOs XEiERE

Ji7 1 Ak 5 0 5T I T BE 2 5 R e & 9 2R — 38 [
2, R A LA A A Y T2 . HMOs 5 =
Y45t B I TR TE So BE A A BS Florfh, 2 is T
GePERG TRy T A AR SR, I B -5 JhE fid Bl
PEBAE . N SCFA A LLiE T 515 3= 2 9 4H
EAEFRSEZ R A T FRIEORG R LR, TRG
B H P LAAA 8 A T8 A W 85 L g 1B IR L 51, Raqib
LGP ERRAEEEAR IR P T IREREE Iin T AR Rz
AN T A BT B AR B R ik, RIS T RR R I8 U877 T ik
S AEPEASEIN, S R A . B AN s
ARANMEFNRN, T AU SREEFNIR R IE TR,

HMOs AJ LABCAS |- Jz 40 2 1T i B 3L Aol
SCHFIIE R . Angeloni S5 i 5 SRME S HT
22 3'-SL 55 Caco-2 4iJifg H JESMHIRALAR A i
AR, il Caco-2 41 I 7 SO M R A1 Bl i 2D 50%
[FH), 2'-FL F1 3-FL PYFEAE S 5 850 T A& R
B, W 3-FL ¥4 T 4 A a7 35 TH AR Caco-2 4
PR TR (B TR £ TREHT 22 Fads A BRI 14 & i, A A+
Fi vy R A0 R DB E RS e P, a2 I TRA A
SR EE g b BB NS KA I Fa s
3.3 HMOs BT RERS
3.3.1 HMOs S5 diifE s m e s 25 AN
25 HMOs il 562 4n g A _L iz g R =%
A Y EEHE 2K BY toll £ 3Z 44 (toll-like receptors, TLR)
MEAER, R L2k T . BTk ESE
2, A5 RUBEBEE 2 | MEURIR LS & S EBREE I BRI BE
4E 2 (Siglecs) . M C BIEEEZE . BN IHEARFE
A28 2 A ) 2 ThT s, BN R AR . VA
Sy O T a e svad ) T g e ez TR SIS RS S
fi(natural killer cells, NK)ZAf*Y, KEHEFERZ

AE 5 Z M iR AL G eSS B 5 e 22 R AL A,
F RS, SRR NE S, R R /AR 4
MR T8 Mg aE W R BE I W . T TLR BEPR
&k G R b B 5 B R I 00 A 28 R 48 g ( dendritic-
cells, DC), 524 T difidsrfbsk T 40/ B 401HH 5 AE
FH, FHAE g Mo T . bk B AN MR SR A AR i S R
Wi £ 2 20 JHLERE AT 248 DS 73006 114 PN R A4 A A FH
R4 B RO U9 Xiao 26059 JIE S HMOs 23155 5
N BAAZ AN AT A AR SR A ISR 43 a3, IF-HE s 4
LA 2 -6 (interleukin-6, IL-6) Fl TL-10, TL-27 &
&, AT B B 400 R0 T 400 i 5, 40 shpifas, 3
A RAEA ML E Fr=4: . Goehring 2P W58 T #s N
2'-FL MBCT7 %R 2 H 22 L Ge e hse A br &y
FRISE N, 45 558, &7 2'-FL 409 IL-1a. IL-18. IL-
6 DIRHTR TL-1 SZARFEPUHI A 2 e B SRR R
BL)LAEMRL, He S8P¥ 5T T 9)ZL HMOs X 583
B NI R 52, IR FL HMOs FEAIKT 412
S AN R T~ (IL-18 F1 IL-8) /K-, [EIA I T 540
AU RS SAHSC AR R FAyERk . b nl W, &
FL i HMOs £33 15 5 5% 5252 ) 980T 48 A X7 14
3.3.2 HMOs AJ4EHp2L LAY 2248 Th1/Th2 KW )
S BT A LIS RE RGEAS AN, FEEAKEE Th2 Al
N T AT AR R e IR AR 2T 2 M AR AR 2 Th B
AOMIGRE . 3'-SL WIS R Bk EL45 CD1 e ##
5 R 40 i S 3504 I DR R, A E Tl B A i g
Thl F Th17 FRIFLAFP, JIEH] HMOs FYA7-FEHE 5
T Thl ARk, 23228 )L Th1/Th2 48 fes 51y
SPffif, HMOs i AT $1h] Th2 #24ki938ik . Eiwegger
SECOLBE SR BT I BRAZ AR R TR A MRV
fiz1k HMO 1, & AR IE HMOs {2 #E IFN-y FI IL-
10 By 724, 3 Th2 I, {5 G I i 4% [] B S 165
B Th1/Th2 AR, M3 5 X R A4 4L B4 B 45 51
I I LR BT B ) O 1 5 Sl PRSI 1

3.4 HMOs PELEFRIEAHGHT, RS

IR ARSI NI FE 2R, HMOs HAT
YU . PR TR TE, X SeF o4 ik AR S) T
HMOs Tl [ 80 AN B GL i rT fEME . HMOs nliE
L T8 Y AT 2 A S5 T B R 1 o g B
Ao VFEINTE . AU AR A SR RS R B 4n i,
KM ER T, SR 5 AR08 F 315 [ . HMOs
PRI ELE PR, FRR 26 76 L 52 A0 3 e i R, A1 b
e I N B 22 BB IR I 45 & HMOs, MARZE & K
2 2 1V SRV, DT AR B A 24 B, kSt B 1
iEPAfEEC, O S s il B X — P LHIAT
B2 LR G EREZ YE | IR NmEs s 2, I+ H
A LA B B REEERPE 104, Horp, B iGEEEREA
S5 | A LA A M 40 B S e B9 2 2 i PRI Lo
Coppa 251 HMOs 434 15 43 F 3 AR F = 1)
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PR AT PSR, P 26 BH: IRt o (22202 3'-SL)
XTREGRLIRTE . KIBFTFE 0119 Fl Salmonella fyrvis B
Al B EL AT 10 AR, v vy e R A (FE
LNFP) 2 1M ST B O119 FIEE GLIR 35 kG I,
T P AR S T R A (R B S 3-FL) WS L K g T
B O119 Fll Salmonella fyris WKL, BF5E2EE AR
UEH, 2'-FL 233 23 B AT B s A 73 5 i 18 RG W
P45 4197, IR REP il 2 AT B E A28 1 R 4 it HT-
29 1 HEp-2 DA Ko/ B Al IS v ids & 19 R AE S, 27-
FL 1 DSLNT 1E A£E20 A A5 i 38 £ B 1 1l 55, 76
TRl BT T IRFEM/ Na s i 5 v 3] T B A
JHT S A58 Sz E B A bl ik HMOs X
TCFLBEER A DURAVE A, 18X Ky s Al 4 ve vy
(AR TCAL BT SR AN

4 RESRE

WTAEA, 2624 HO K TP 4 58 HMOs &A% A 22 Bepy
WK a3, & 53 & ik E R L HE ¥ 2'-FL. LNnT
Fl 3'-SL 4E 7S Fh HMOs 1E 7 2L P2 83 B9 #7275 o
I, AT fi HMOs E5H 5158 ¢ E 2. HMOs
HOZE A ZZ K, 7EREZL P AU & B2 B2 1 Sk
JE AR E LS AL A 2R I R g . B AT, #5
HMOs &I N T4 B8, (84 B 7= Ik, 7325
MERE I, HA5H5 2210 HMOs T4, i R IEEE £
A HMOs BT ORI s, BORSCHER A, M
SZP HMOs H9E 7,

RS AFF TR« FRUAT B 12 R T2 45 1 1 A W R 4
SR A E R0 HMOs, SETTS2 80 3 B e 5
AR, XA LGB B B L. AN [RZh Y
i) HMOs i £33 i 5 45 P4 L i EE 4L 32 88 toll £
A EAEA, dife 2 L RE 248 Thl/Th2 [ b F
i AYETT B ) L zE hRe, (R BERH LE5pe AR, B . K
YURBEAAR . (B2 HATES 2'-FL. 3-FL. 3'-SL 4}, H:
fihFPZE HMOs 25145 DR 9T FE A 5838, AN T8
AR B LR N S5 i e A B AER LRI, LA S
X B LR PE R Gk E R AL, SR L4 R
HMOs #BA AS[H 4 2540, BHBR AT T i A — i G
PEEREHE S HMOs 7EIG IR H B E. A7
PR AT HMOs 45 i S =240 ) LA RR 1)
SEME . AR, HMOs M AU -4 5 HE 2L i T i A
Wyl BE L A A G PR RS AR BAEH, sRT 2R 4L
Ji7 18 B AR AN G028 2 1 7 AT A IR . ARk
IR AR SRR S PR LA K HMOs AH SEFE R 7Y,
HUMEEFL T HMOs IFh 85 &, 2L ik
TE TR
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