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Effect and Mechanism of Probiotics in Alleviating or Treating
Inflammatory Bowel Disease

XU Kang, WANG Zhe, XUE Zhipeng, WANG Jiapeng, XU Zhenshang, WANG Ting"

(School of Biological Engineering, Qilu University of Technology (Shandong Academy of Sciences), Jinan 250353, China)

Abstract: Inflammatory bowel disease (IBD), gradually increasing in China, is a chronic and recurrent intestinal
inflammatory disease. Recently, probiotics have been applied for the treatment of IBD, and some probiotic strains can
alleviate or treat IBD by protection of the intestinal barrier and regulating expression of immune and inflammatory factors.
Meanwhile, probiotics have the characteristics of good tolerability and few adverse reactions, resulting in their commonness
in the clinical application of IBD treatment. This article mainly introduces the research progress of probiotics in the

treatment of IBD, including the classification, mechanism of action and clinical research.
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WA, R, AT LA T ARG ALP . 254
TR AT A X A oS S A B b Rz 2 O ARG IR 505 22
GERY TN RERR AT AL BRUBRAE IR e RAE™ . BT 2

FEER], 5 WS EiAYT IBD R P& £ E
AL, B0 AT AR M B 7 A L 3 28 RE AR i
T4 s iz aE B B X AR p FE BV E 4,
X LA EAAR S M FIAR PN S AR T A3 3 T 72 i E
FEP, AL F NG al IR YT IBD Y25 A B4 2E
VE ML Ml PRAFST46 J7 IE AT 2538, LU IBD
PSR AN T RS
1 % IBD BE&@EEaTERNEEERIER
HLH
1.1 FAFEE (Lactobacillus)

FAFEE PR EIEYT IBD BYSE AL TE
/N B RS, . 11 IRAE W) FLAT 18 (Lactobacillus
plantarum) K68 F] 38 8 HT 98 FNGe 28 8] 1 I P ok le
/NP SEEGPELE I R, L. plantarum-12 W] 38 1 1
I 25 AN B CUnZLAT 2R Fos 2D B0 e (CAnAS TR AT 3D
VR g 1 VAT, IR EAE Janus TR S5 5%
ST OG- (JAK-STAT) 2= 5038 17, 55 ils
B BEEETIEE, PAIsERst I 4 /N BRI R IpRERT .
PR LA (Lactobacillus casei)DN-114 001 1ES5 798
sINERUR, BEZEANSERLAY Toll £E3Z24A(Toll-like receptors,
TLR)-4 EA5YE S FHEM T, V75 e
FHIFRIBFH T VRGP AN A2, DT TR /) B
LENG R A RSB L. casei AT 2,4,6- = AN FETE
i 2 ( 2,4,6-Trinitrobenzenesulfonic acid solution,
TNBS)/Jo/K L EER -G R a5 R 0/ NRES A
SURFRAPES) . I ERZE R T (Tumor necrosis factor,
TNF)-a. #fid E LY (Myeloperoxidase, MPO) Fl
g Biid 41k (Lipid peroxidation, LPO) B & 38, M
2GRS m R R AES S

Hare e X BE) T ESFAT B (Lactobacillus para-
casei) BAAPURER M, T X HE L7 18 40 R & FE TR 1T 1E
H, #H L. paracasei NTU101 $3 =< M2 3£ 45 B75 48 /)N
R, A AR/ N RRBTAEARBE I IR BT S R A LR
PRIkl BT (Lactobacillus reuteri)
R2LC RlaE /b P-k 25485 3R 3K DL A 41 R Il
7B - PN Bz Sl AR EAE PR TS R R A I . R
PWEFLFT I (Lactobacillus rhamnosus) OLL2838 &
M Es 1 28 NEUR BRI IR E S5 55, dmad g
14 P A1 41 /N7 2K F1 -1 (Zonula occludens-1, ZO-1)
JLEREE R R PR 22 35 e 38 43- S i i 1 ot e T g e
g2 AU (Lactobacillus curvatus )WiKim38
a8 /R ] S sk dn i AE A &R
(Interleukin, IL.)-10, JfHi/NEBRAVFEEREEE T 60%,
[ B 4038 T &85 A ZH 2R 9 R AARAIE AN 2H 2 g B4 T
FREEU REFLFTEE (Lactobacillus fermentum ) Lfl
TELE s 28 /) BRASERY v n] BTG /) BRL A 952 905 1 Bl 48 %K

(Disease activity index, DAI) F14l 2L 22 3F 43, 31 H
L1 P bt il R gen] seag NREs I 2.

i I, ZUAT B @ v A AR FUAT B . T B ELAT B
T DG LA B 45 T ol 25 26 PR B IR 28 5l 7397 IBD
PR FE RN, BRI I W, (BRI oY 4R
AR/ NS |, ARG RN B Fss e, ZUAF RS
VR 25 A TR Y BEE2H BB 43, HE— B RS R & e
TE IBD _E R BT Y R R A ke i B 2
1.2 WEHERE (Bifidobacterium)

KU B AR 8 T A ER N — K2 is
A, B ESE. P, e E S 2P AR B IIEE
BN G AER B A BEIG YT IBD 1k # b, A& 3
KU B AN GE % A28 7 18 PR 2 R E I B IRYT
ORI . BWER/ NS P R SUBAT 34 (Bifido-
bacterium breve) M-16V ] fill il F< B 25 Iz S LAY (1Y)
BERE, MEEERSHEITAE SRR B 45 22 5 | A A8 1,
K X AT B ( Bifidobacterium longum) CCM7952 1E
451 2& /N BR A AT gt s R R IR B8 S i 4 R 1
MRS, B IIE BRI RE, (RN ez S5 R )
22800 Bif longum JCM1222(T) i@ P4 1 FU%4E
B T R IL-17 A% T ik An e e vk
AR FFFG SRR ERIA, i NG RN

Rt AR T AU B BT HILER AN A= BRI R
P TR A ER 5T AN . J B, N R X IsE A B X
IBD S50 IVRTT B N 12 %%

1.3 $#BkERE (Streptococcus)

HEBR A S — PR DL 22 BHMEEREE, )z 45 An
F AR AR B . BB AL, Z 0 IEE T
e, HoprEEEEREE (Strepotococcus thermophilus)
Iz T A AL O T EAA — 2 i TIREIE 1, b
nA: a0 RS, S. thermophilus ST28
TE/ N BUES I AR h Bl Il 1l T 45493, 0I5 B
P T 418 17(T helper cell 17, Th17), FAKE A2
LA TL-17 97K, PAITZEfi 1 /N B & i e,
S. thermophilus NCIMB41856 T£ /)N &5 17 AR AL AU
ReAR I Zh A5 57 BT B 1 4idss, 1l 4H TR 2 167, 2 i va
DGR RIS DGR S AE! ). N S. thermophilus MN-
BM-AO01 H1 4355 14 7K % P 4% £ B (Exopoly Sacchar-
ides-1, EPS-1) BEFFIRG 1 52 /)N U DAT P50 Fljsids
S5 1 B Au b4, I H A% BH W H di 42 2 40 i R
F TNF-a. IL-6 Fll+ 3¢ 2 (Interferon, IFN) -y [} &
ik AN, EPS-1 i8] LALR Y G B ks i S 8E 1k, Bij 1k
REZHEIR Caco-2 L2, HETR BRI ERIAPY,

TI8b, REREEBRTRVE IS TEA 2518, AP AR
{GIEBH T B AT — 8 W58 1E A B i RGP
HXI IBD it B —E MUt . B, #F—200F
FERGIAEEBKR B AE IBD I IRV H v i/ AR 1S 22 5C
N
1.4 ZFHRAFERE (Bacillus)

ZEIEFTF IR T2 LA AR T, HoOR
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ZHRCFAT B AR ICHF N . BaN: 2 K0T
B (Bacillus polyfermenticus ) BEFNH tb A5 HEVF A7 AR
4N (Dextran Sulfate Sodium Salt, DSS) &l TNBS 55
Pz 9 /NI AN IR T, R UE_E Bz 4RI A B8R A
TR, 2%/ BRI g 1 22 A AR Ak R 2 SR AT A
(Bacillus subtilis)R179 1 UC /) B il i 5 738
BEHE LR ARSC BT R A R R TRk UG5S DSS 5%
FEAE R EFEAN B AZIE SORE, H BB R R A5 5
PREZPH Rk AT B (Bacillus amyloliquefaciens)
CGMCC9384 n] 3% 45 )iz & /)N U 18 1 A= n ARG
W, IR Bz e S BR AR AR 2R 4 R itk
S, PR 7 B TR AR T BERT

ZEHUAT TR TE 5 2R B R Hh R LA AR B
FATE, MR AT )G, S8 _ R Rei s & 1
IO AR TR AR 1l . BRI RAS, PITVH ARz E
PRV, dERR I A 30Tl
1.5 BAEKERE (Enterococcus)

JAHERBE ] IZ 5340 F A SRINE AN S feid
N, B — 2 iy o, (ER— LB Bk e nT A r= i
Z 51 IR BRI M R, YA i R 2R
T, 4ERFm B FR S, PAmekn FH 697 IBD IAF5E
L, H oA, T A NG ERE (Enterococcus durans) TN-
3 MEFREEH S /N, KB TN-3 1] LAREARES 17 & /N R
FY DAL FIZHZH =155, JHE R M T i) i5S
FZIB AR AR E RS, S R kAP, 1
BRZERZEREE (Enterococcus faecalis )EF-2001, T
AN ELZEAH R (Dinitrobenzene sulfonic acid, DNBS)
75 510 45 B 22 /N BB 36 4B T ( Cyclooxygenase,
COX)-2. 755 8 %1k & & I (inducible nitricoxide
synthase, iNOS) . IFN-y 2540 g R F Y ik, Ml
iR i AR 220027 N
1.6 HE

il % DSS i S IS s 28 /N BB IROKR B A o
(Escherichia coli)Nissle 1917, WEL & Bi/) Bl I PR
SRR, LA 3 S, g4 R,
TR H I Nissle 1917 w5t 228 /N DSS 19
RIEFAKUFE DSS FHFHILH R E. coli ibn]
18 i 3#0% TLR4 /NF-«B {551 ok (2 ¥ DSS 75
IS5 I 28 /NI BT, WP AR B (Faecalibacterium
prausnitzii) JE—FPEE I AGIE BEHE, 7T DR ES ks
A2 R, fE ] F. prausnitzii ATCC27766 16J7 Hi
TNBS AR BEEIm92, I F. prausnitzii 8333
I Th17 40P 7 (IL-10 1 TL-12), $ i 2%
TEERERE AR TL-17 7K, BEBESSE I 928 Pe
17 EAEEERSIAT IBD TS

R FH 25 AE TR SR 22 g 5 yh YT IBD B2 il B ATEE
X1 IBD ) B ik 22—, HRZAEAPLEI T 50
a. T B R R REE, PR s 7T, BT
738 Bt D RE ) b iR BT A AL R J7, YETT 4 it
FH 53 2, VRIS FY I A SR AN ZH 205 B2 4

4311424281, ¢ JE TLR-4/NF-xB {5538 1%, J&75 TLR-4
FRPEA LR F 1915, TNF-a. MPO #11 LPO HH i
R dyisb P-E R ER 03k L R 40 R I/ R -
PN 2 A A AR Y e A Th7 400, FEAK IL-
17 B530s s £ MR AT IR T, Sk L 52 A0 I 3558 Fn
TR 45

£ I+, X IBD A5 22 oA VR FH 00 25 42 B A H:
VEFAMLHIANER 1 FiR.

Wi B i A M A R D BE H 25 7B A, H
SR FIE 05 () B A A2 T S 2 ok, T 2 Ay
iR 2 A2 TR IR Y T VE AR AL RT R, duh IBD MG
FrERAE TR IR A
2 THERERSIETT IBD MleKAR

Jig 8 BB A A S N A B AT R AR 1 e A 2 IBD
KK RO EE N E, KETIERH, Bk
A B X SRR ANIG YT IBD A3 BUNAEH, (B %] CD 5%
M52 /0N, SFAS RRA B UC s B 3 nVE R
[FIRE, %548 2R a4y T IBD MR Z0F9 3L T30
YIS IEAT, TR R Ry e i 4L o

Xof CL AR IE Y 2 A PRI G 39T IBD 1Yl KRBTSR
ZEFEAT, AR Y 25 AR BEIA ST IBD Hil IR RSCR:
WAN . FEIRYY UC JriE: FHAEBURTE E. coli Nissle
1917 ¥&J7 UC WYL F2 P, E. coli Nissle1917 FE i H
T 52 S VORI R S ROR S [ B, longum
536 #hFEFNEITRRE 2R UC BN, ZIWA 63%
) UC B H A /N AR B IR IRE M, H UC
DAI P45 S FAREY; ] L. rhamnosus GG(LGG)
BV EL P HAAYT UC AR, 45 R =
HEBETE 6 F1 12 HIE AR ICE 5, B H
LGG MIRYT LEIEVP PR AR IR YT AT RO AE 1 T
BHE AR KRR E AP, FEXT UC SBLCEH 48 7.2
BOYWIGIF I AR, i L. reuteri ATCC55730 H i
T T A SOAGE R IR SO RE AR 282 5 1BD MLl a4l
BRI (U0 IL-10 ., IL-1/8 . TNF-a £ IL-8 IZE /K31,

LR as AR BEIA N H WX UC MG Ty BA Rt
AR, 9 G 25 2R B8 VSL#3 18 r iR E = b & UC
MNARE RS, RIUEFEAESS 6 A 12 Bk HieiRE
S H. UC 19 DAT FVMAREIR F FEREE R . %
WA 2 B FL (Bifidobacteria-fermented milk, BFM)
TEIRYT UC I ARIREE h RT/E S AR & 4 Bh ) 25 2%
i ER AR, S5 A B 2 TP R E Y X 2 AN HLR Y
SrHT, ZEANFE BFM X UC 95 & HAT B /EP.

TEIGYT CD Jy i, s &8, X CD JLE U TR
HEHERFIBIT AN LGG 522 B 55 B9 BE AL BUE 1 46,
LGG 4 31% MIBE HNEE %, MZ2@FIHnE &
K 17%, X R, 24 LGG 1B NFRAEIR T A BhG
JTHF, AN e CD JLEL A R I EIPO) AR hrd
P B B B34 BB R VR T B A2 S [ VR T T % i 1)
CD B35, Wy e bl e R B 21 52 Rk 47.5%,
LR A KRN 53.2%, HWiZH Z a1 F-15 DAL
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Table 1 Probiotics that can relieve or treat IBD and their mechanism of action
BB AR RIF AR BIbRZ AR FERIBLE] E= BT
L. plantarum L plantarum K68 152 AT, SR R B LIU etal®
L. plantarum-12 SUN et al.l”
L casei L. casei DN-114 001 ‘ CHUNG et al.®
/ PSR T , WAE B IR RIER.  GHASEMI-NIRI et al.”!
SR L. paracasei L. paracasei NTU101 ) ‘ \ CHEN et al.l'”
L. reuteri L. reuteri R2LC M//I\P-ﬂ*%f ii]ﬂ?ﬂgl*ﬁi; ﬁfﬁﬂgl AL/ SCHREIBER et al.'"
L. rhamnosus L. rhamnosus OLL2838 TRV Fi R i M B R T MIYAUCHI et al.!'?
L. curvatus L. curvatus WiKim38 JO et al.l"
L. fermentum L. fermentum Lf1 VRS ANBR R (8 4308, AR R I ACRE IR CHAUHAN et al.""
Bif- breve Bif. breve M-16V 1ZUMI et al.'™”)
WU B R ) Bif: longum CCM7952 VTS BT R RE, B i B R T AR SRUTKOVA et al.!'¥
Bif- longum Bif. longum JCM1222(T) S AL PR T S PR i MIYAUCHI et al."”
S. thermophilus ST28 I Th1 7201, BEARIL-1709 53 0% OGITA et al."®
BEER A s S. thermophilus S. thermophilus NCIMB41856 VS I R, BRI R R g BAILEY et al.!"”!
S. thermophilus MN-BM-A01 A1 ML R 94 4300, DA e 0 s G AR CHEN et al.2”
Bac. polyfermenticus / Eit K O e i e R T R e 4 IM et al.?!
T HE Bac. subtilis Bac. subtilis R179 U SN 000 SRS s PR ZHANG HL et al.”™
Bac. amyloliquefaciens Bac. amyloliquefaciens CGMCC9384 CAO et al.”™
T ER R E. durans E. durans TN-3 ‘ KANDA et al.l*
E. faecalis E. faecalis EF-2001 VRS ANBR R T (8 4308, AR R I ACRE IR CHOI et al.™
) E. coli Nissle1917 SOUZA et al.")
SR - col / HORTLRANF-+BIE s, MEAMATIORE LU etal®

F. prausnitzii F. prausnitzii ATCC27766

hamHTAAALRE T, P AR B T Y 4 ZHANG et al.¥

LIRS R RS 4) J0 i 35 25 P70 ez TR
JRIT I CD BEIGITHT, AR5 6 ~FA W, LR
(Lactobacillus johnsonii) LA1 ¢ F'Z 5 4 1 52 &
2R 49% F 64%, TR IR LAL X CD B E 1
RIGIE KA A 25 BERE,

25 I, REFIE RS BoR 238 W AE UC h &
1 HEFFRRR S VE A, (B AR BA) T CD Hh3gUR
AR, H AT A AR BIAYT IBD I RN FH
A E— e ), AnREAR AR D | it RIS HL AT Bl
BLE . BT 7 R AN G — 45, DALk, A5 S0 2 ™ A%
P REAILT B SR i BH 25 4 B A 1BD W IYE, &
FTEERRIILERE | 1EI T I A RIS
3 mARZESGATT IBD N AETE

IBD 14905 5 il B BEFE 8% &) Jdqis AR 5|
AL ) S B N AR %, T A IR (R AL kA B
A ITCG AT B 4B A A, TR
EFRFESEER . WFTRBH, RIEILE A AN & 2B JTdas
MR A AT A RORE LS 48 B IRSEIR o
3.1 ARIFEENESERER

AIFIEZRI, R 354 W 00 & A3 o FH e NS
U RS A AR B T EE, [FIATXS IBD X2
BEIEIT AT R TIRL . VSL#3 J& H Bif. breve.
Bif: longum. L. plantarum %5 8 Fh25 AW H IR S
Wy, ] VSL#3 1GIT 4 m /N, 45 R & I VSL#3
REfZ M L N R uEVE R B T 4 (THh) kI 7 i
DSS WS g R, 254 EHIF] Ultrabiotique J&

B L. acidophilus . Bif- lactis . L. plantarum . Bif. breve
O, RIF DSS iEF RGN 7 d, G5 R KE
Ultrabiotique 1 4355 17k BR3¢ BaE 119 S8 8 P R F 2H
ZUESE Iy AW AR, iR AR (L. reuteri
RAMO101, Bac. coagulans RAMI1202, Bif- longum
CICC6197 Fl Clostridium butyricum RAMO0216) [F]
LG, At #E B a7 045 T i DSS i34l
HR/NERL BER WOR, 525 a5 A N BES AT RO BTk s
19 9% /)N BB AAS HE 5 R RN ARS8 ML R T A 2R3k
SN

PN PRIV L. ST B 2 M2 2 B0 30771
IRITARTE s UC B 12 D, 852089 5 12 A
B, 25 A2 BRR T L B i 3 69.5%, et 240
56.6%, M3, 7 A= TR BB AT & 4E R 1L UC
SR I RS

25 B TR, 2R e AR B Y 2 S R O TE S 56
J¥ IBD "3 —EST R4, HAE UC i s 5 S8 g A
SRS - S i 7 TR EAT S 724, {HL AL 25 AR A
2 RE . R TR IR AR, %) IBD #9724
WA T 2251, 75 LD S0 SO IE
32 HEESHETKARER

i AR TR AR — AW I AR N RENS PR
PEHBAE FEA PIAT 25 B A U AR 5, DT 5 1 - 4
FRISAPLIE . 5 B e AR M-S, FROBE AN
AT, R a5 A TR i i 1 R A TR 4
ATTREHIFET A TR BEIESGE ), R L. plantarum
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LS/07 FIBgHHREIRYT PSS I R R B, A8 LS/07
FNBGHIERRERAATR f- 1 2 WHIRE IR 1 s P A i {12 28
HF~ IL-6. IL-8 BYZRIAYY. a5 A TR A sk | fIR2R
FUBEH YG4TSR DSS 5S4 I R /N R,
S5 R WoRG AT BRI Oy 7.2542.87, FEALT
AR FRZH Y 27.00+7.94, 3 H &2 ndH 3w T il
PR ZAEVE, D T /NS HEZE I R B 2 AEN T

Il RS FH 7 T i A TR 4 AR oA A [RIAE
HAHEZEVEM ., B Bif breve Yakult FIIE IR 2EZ| b
YERGASTRITRE 2 UC B3, KMGEocia
I7 )5 B G IHRE Ve T i) MPO Ji/b, ZE(E Y pH i
EHREARUS . H Bif longum FI4-FiBAE &4 06
J7 UC B4, g5 R LA 1BD i 2 [n] 1570 458
ZHIAPTSGEE, C ROV IR T 76.27% 90 XFT
UC BH 5, S Aoy FHTE e I 22y T 5
A BRI, RIS REAR T e R AR R TR0

H AT T o A B8 -5t A2 TG FH T i 558
D AHIHAE UC IR IR N E2SCR I 5, SR 45 A= B
5t A JuHRSE H CRCATR I T S8 UC 35 i
TEIRYT e . (HE a5 AW M as Ao Zenz, H
TE 1BD (19 22 it sl 16 97 1 HARYE A A fp it — 20
W5
4 R

VT4Ek, IBD 7EFR FE 19 & 52 BTG, his
KRG Wmi6 97 BIAVE A, DRI 2 A2 T 22 it aldhe
J7 IBD Bk BSZ 2w, 2T won s A BA
PR ANVE iE W REAOVE I, HAs AR TR R4 244
R A BYAS BN, WA H S IRYY IBD g —Fh4sg
FERARIERE . HUARARAETRITE IBD YRYT IYIG IR NV H
HBOR B UL, (H AN 2 A 19 a5 AR X IBD AR
ITERATRE, FerP AT V2 (Rl ASp g e, il andef i
FE A A T R TR 0 e 24559 L TR] R TR IR R A )
B ARA G 356, IR 4 REZHie R
BH 4 A= RO A 0022 4, (EAT A 2 3R T 4%
AR IR TESERS . T H RTAYEE A 2, 5 AR X
UC Fll CD BT R B HAS B AT A AE—RE 1Y
Fril o TEARRIWITE D, 75 2T 0 22 A% I BERIL
M | LI IR LI AT I — R TE .
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