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Effects of Probiotics on Immune Cells
and Their Application in Autoimmune Diseases
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Abstract ; Probiotics are a group of active microorganisms which have beneficial effects on host health when ingested in an

appropriate amount.They play an important role in immune regulation by regulating the immune responses of dendritic cells

(DC) , monocytes, regulatory cells ( Treg) and Th17 cells. Autoimmune diseases ( AIDs) are diseases caused by the body’ s

immune system,which cause cell destruction or tissue damage.For the treatment of AID, there is no radical medicine at present.

Although traditional glucocorticoid and immunosuppressant can inhibit the rapid development of disease and improve the

survival rate of patients,long—term use will cause a series of side effect. A large number of studies have found that probiotics

can effectively alleviate autoimmune diseases.This paper summarizes the effects of probiotics on a variety of immune cells and

the progress in autoimmune diseases.
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Fig.1 Gut associated lymphoid tissue( GALT) and its interaction with probiotics and gut microbiota
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(interferon—y , IFN—+) , £ 71 42 B Ae & Thl 40 g, i
IFN—y LA i85 i 05 e TL-12 (1955, 3XFf
B IR X A A 08 G 2 A8 FH 7 18 7 A 4 B TR e AR K
By, RN B AT RS BOAH M R Y SRk AR sl aE
B4R | 2B R P EE AR TR AL TFN—y F1 IL—12 S 4333
138 45 4 A T A VE . Donkor 45 B
F A SHJE LB A% 41 i ( PBMCs ) 5 2 A= T (W8 FR FLAT
W LAVRI-AL | 20 ZLAT B8 AN XU AT B ) e 8% 57 AT
EEPTRAMA T IL-4 . IL-10 F1 TGF-8 /K¢, fin il
TL—12 1 TFN —y 5542 58 2 B R 77 A=, AT 38 & A
i B S ers e U N R Ao kA, FLUE T
25 AR T AN AS CCFLAT T DSM20243 T 0 DL i 5 2o 4% 41
M y= 4 T4 2 — o Cinterferon— o, IFN— ) , FF {2 3 NK
4 RN A T AN is A6 o R AR 2R AN
TEEFLAF B DG BEASIE i 2 #F N\ FpAZ 4 e 52 THP -1
1 TNF-a IL-6 . IL-8 I CCL20 43 i3 T A A 1) fie
FERBFRFPE . X AP VE AT B8 5 4% R T kB (nuclear
factor kappa— B, NF - kB) 15 5 il it R X158 T H A
S BRI W, W B SR L T LIS AR
Kdh M Z& U937 g wb 4% A 4 M D 5, i IL -4 0
IL-10 .\ TNF —a F1 IL-6 . #1k X T CXCL8 F1 k7 41
N — L W 40 I 4 955 41l 3% 5] 7+ ( granulocyte — macrophage
colony stimulating factor, GM—CSF) 4¢, Kk, 25 245
AT A ) T B A 4 M 1 3 T D S g8 e P Y Bt
PN ZES ] B T A B BUR S AR AR R SN T
R ERARAE .
1.3 HAFSHETHET 45

Treg ZM L& — S P2 AN B B e W m T
MMV, FLARR R AR 58 Sy H v R 3k SO R R S L T
(forkhead box P3,Foxp3) ,5 H & f i Mg in iy k4=
KR ® Yo WFIEUE I, 2L BB AT B AT LL 3G
PBMCs H1 TL—10 Fl FoxP3 235", H 76/ Bl 56w
S BB LA AT B fite FH 52 30 CD4 + CD25 + FoxP3 +
WRELZALIE N . Giacinto 251" & B, YR A 26 A4 1
7 VSL#3 (HH 8 Fl A [A] 1Y 2% 2 B 240 B« W R L AT 1R
TERFLAT B T IS FLAT B8 AR ZLAT PR A SUE AT 5
B BB AT B S RS B AN g A LB R BT 7T LA
s a5 T A /s BUe BB A%, 18w v B a5 s h
IL-10 .TGF-B 43 & mRNA ik, #t— LR 354
PRAT LG S 450 Treg 4 if 43 ph AH G BBl 7, ‘2 E05E 0
K. m— M, BEMAEY R BERES 4 A
FIBENR VTR (SCFAs) , JUHZ T IR EL , HoA e it Ji7 iE
Treg 41 g 53 1k 09 45 1 , 30 5 22 9 S 182 Ozdemir
SEPY S PR 45 T 9% /N BRURD FE B AT A Ay 2 A T A FL A
i CE T EEFLAT A FLIR FLER T W8 PR FLAT 3 BB AT
B AFLIRFLBR B ) 5, 5 L2 B AH AR, 925 4
/NEEAEE R CD4 + F1 CD8 + T 41 Jifg % 5 B 4 PR AEE
1] Treg 40 MOECEHE 0N, 25 A I ROR WAl T 22 &t
FUZH , X PPN B UESE & SCFAs (AL 3R RS R Eh TR
PREEFT MREL) T . HAIMBA MR B T BRELTS
G s T—bet ik, ST M5 W IFN—y , T
ATEREL Treg ML 534k o DRI, T MR £ AT BE X &l I
RPERG A 2 oA F W, 75 2 i — 2 0 ot

356 20204 550544

tE R &

FENAE T BRER A i S H5 5 Treg AL AGHLH
1.4 mAFSHME Th17 4

West 452 L L Fl B Pk Th17 2L, 2 —Fh
TEST I ML R - TL—17 1958158 CD4 + T MR HE, &
BEfAZ Hyr b e 1L-17 (1L—6 1L-22 D) M TNF-a G542
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PRI (type 1 diabetes, TID ) | & XU 1 5€ 9% R
(rheumatoid arthritis, RA) | 2 Gt P4 21 BEAR JE ( systemic
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sclerosis , MS) F1¥5t 9z P 45 1% ¢ (ulcerative colitis, UC)
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HLHISE 2%, 0 b2 AR R 28 57 R S RIE T R & A
[m) 28 a AR T A B AR KRS A [R] S 2 A= T S g%
P RE A .
21 | BERR

T 250K PR e v R By v 23 28 TR 05 ZR B JBR B B 20
JH I JRe P IR R 4 B B S MR, 2 v B AR
FERBE W = 6] 2 A BEAE B AR o AR
BrpE R & 2 e it , et R 425 79100 44 15 %
PUFJLEE £ 1 TID™ . HAte 4 W, T1D ik
A B R IE AN T FE, Z R G 5 2 i R I 44 At TR
TZHRE B MR, SRR, Th1/ Th2 &
MAE TID [ & A= 1R e ot e 8 S8/ . Thl ZH
LSRR 53 s ) 2 i XL, 4N TL—2 (IFN—y | TNF - o,
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UL IR, AT 20 TID By & 2=, 1 Th2 4 i S0 7%
Sy B 1, 40 TL—4 TL—10 45 G 6% 40 il 58 e
JZRE X TID B & J b 3] — s 1 B i sk,
BT R TID &40 FE LA vl DL 4y 1IL-17
CD4 + F1 CDS8 + 4ijifg Fe i, H CD4 + CD25 + Treg
4R vk B ZH W e BRI . HOAT L IR Z 0 e
ZENERH 25 A B AT LA G ok UE T G 2 A e Az HL 4 Jifg A
5, 30 R S N, $E S P A 2 sk, ot T B Ak
TID %4, BAE 1997 4F , Matsuzaki 25 fF 55 % ¥4
T FLAF R YIT 9018 HAT B il B /K 7 1 D 2%, GE
I i e AT B PR 9P (NOD) /N BRUAH SCHE AR, 55 41
A FE T EEFLAF B YIT 9018 REHH I AT CD8 + T
S RN 4= B VR 98 9 PEAR R, U 25 A B 0T BB i
FEEARR A A S I, A ARG I B 7K S, i2F 17 BHL 1k T1D (19 &
J& o WeAh, FE—IUE 5 AR 4 LR A AR i STC—1 41
JHEL 430 Ji v B 2R JIR—1 (GLP—1) [ RE T , i 16 &
FLIEAEFLAT B M AT IR R FLAF B Ko OKE W R ZLAR B
MELABEIRAEE B 25 S T AU R/ B, A BbE IR
o AE 5 SiE R A5 B B 3%, 1T RE AL AL R 2% A TR R B
GLP—1 43k, A 28 A5 A0 28 M 4l il I8 7= A=, 32
5 IL—10 Y 7P= 2, oo As i 18 b RE . NOD /N BRUIET IR
FUAT B e, A R 22 ik TID 19 % J , HoML i S 26 28 B
il IL—18 3k M AR s W e 2, 3 — RN 4R 15 A4 R,
HAR #t f7 18 vh CDI103 + Ziif 22 M A 98 40 ffd 19 53
A7 FRRAE R T 35 E T EAIGIT T RO IR IR 7
TEDIRE (B EARHLH RS 50 IR A58 50 IE
22 EREBMXRTR

2 R I RS2 — Pl LA OG5 5 A8 Sy 32 iy
4B [ B s PR, b B B bR 3 LS KR
K F1 Bt 2R JIN & R IR PL 448 (anticitrullinated protein
antibody , ACPA ) Jg {0 HURAE S 56 45 i ik &
T, AR IR 5R o ) LA B P 3645 , 2 i o
B ESE . ARYE WHO SEit, RA IR %N 0.3% Fl11%
SR LA A B e 2 — " . H TSN
A, RA 2 HR 38t 4% R 38 A B4 85 PR 38 I [m) A 1T 3800
BTN ZR R, 0 4 i 2 5 A S s Sl B BIE
Se5 5 RA &S &R o fE T.OB ke 4
L WA R PR 40 I 257, FL Thl (Th2 il Th17
AN B B O M R i g P TL—1  TL-2 [ TL—-17 |
IFN—yFl TNF—a 55 7= 4= (1) G e 1 3 , 2520 RA 124
RIEWIFHBER ZX , AN, T — kB (nuclear factor of
kappa B,NF-«B) 5 RA 305 M 575 351 35 45t 25 U1 A
KB RIS & B, 25 A B A S — R A SR B A
5, A DARRAR 28 Tk b 250 1 e 34, & IH 25 7 B 1] RE X 28
fift RA BT —E i9VEH . Hatakka 25 % BZ5 RA &
F R R 2B FLAT B (LGG) J& , &7 fib 9 1 i ik 34
ek 8.3 FEZE 4.6 , I PESMIED T 71% |, KR & A
RSO 1 SO LI~ W S S S S . S <
Vaghefmehrabany LIS s o 3 52 AH HR A,
A 8 J& L FLAT B AY RA FB B PR 16 s T %, #E
f C— Iz i 75 H (high - sensitivity C—reactive protein,
hs—CRP) 7KF-REAIG, HoIfLiE o TNF-a  IL-6 F1 IL-12
SR 98 H 7 2K OF B G B ALG, VR R4 B 7 IL-10
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B ThE , 35 42 W4 R & IR BIVE ], #E—2b 3%
P 5 4 TR ek s ) 6 5 40 S A, R 40 0 IR 4
w6, A S I B, T T RA BY &, 7R sk
S R I, I IREESS SFAATF R B A PLRAEH, B
FFEAER T RA R B Y o 0fiy 77 38 M) BE 25 1 A (serum
amyloid A protein, SAA) [ TNF—a F1£f 45 A IR 1 7=
A AT R3S RA KRG S k. (BfE—uk
PG 25 2B TRTR YT RA R M58 Th If 15 2 W 2 1)
2o I RLUE 28R BRI RS A, 27 44 RA
B I B LT W A 2 R FLAT B 3 1~ H L &5
S, 1R YT A5 0 IR 4 AR OGN RN T 2% R 35 B
ACR20 PE43 07 By 25 57 00 B 350 L
23 RHEMLABIRE

RGN E—F B R Z RS 28T IH
HEFESHR BN A S pEm, i TN
AR EEORYE B S PO G258 526 1 T v a2 2
1" o SLE B9 &RHLEIIE B &2 4%, MR T4 (H R
WFFEUESLE , SLE BB E R T bk B 4 M 2% 94 , J& SLE
B IE 2 — |, L™ T R 5 B OE s AR G Bk
—2E ST 2 B T 40 2% R 2 i APC o)) BE SR B T
e, DC R PN D E B 58 B0 APC, T A DC By 1
AR S EC T 40 ) BE B kA ag E R,
S, SLE & F 4+ IL—1 1L—6 TNF—a IFN—y .
IL—-4 F1 IL-10 S5 T3 Rk, I — LW T e ped
W K AL R T4 F SLE &4, Esmaeili 25 g —
TR S MIF5E b & B0 B 2= 08 2L AT B8 AN 78 QLA B RT LA
V&Y SLE B d DC gl r=4=, J5 B 15 'S Treg 4L
WaGE 44k, 43 IL—-10 [ TCGF-8 &4 [N+ , & 5508
VHAT, DT B ARS 48 2 W o Hsu 255 SFAL T &1 -+ g
FLFFPE GMNL-32 % [CZLAF B GMNL-89 F1 % g
FCFLATF B GMNL—-263 X 52 5o P4 41 BE AR RE sh P A5 740
TSR, A B SE LR AT PR 1T LA 22 £ SLE AHSCHEAR,
T BEAL A SR A 3 NF- B i 3 LA % 40 i A ME 5
YRS BB S A G B, T FEAIR TNF-a IL-18 R ik,
REPLR AN 7 IL—10 ik, 45 &R 5iE . Fatemeh
Y S B A SRR 09/ BRBEA T IR 2 S H B9 dE A=
TR ERZEME LT B AN S EQ 2L AT 3 ) Ab B, RFLe = 5056
ZE, G5 L BN Ak A B REAS I W PN ] SLE 1 & 53
S350, FH BBl LA B4 0 A8 [ ZLAF B VR T B AR e 1E
TEFE B0 /N S 36 P, & B AT L SE 3R 506 B0 & A
FAL I 2 38 a2 3l Thl Fn Th17 % 4k, B H) 5 S
IL-104:= 1%, BAIR IL-17 F1 IFN—y $ht, i —20UE
R AEPIEIRYT SLE Fh i /E . 2R, B Al
TE clinicaltrials.gov W1 2R A ¢ T 25 4 BHIA YT SLE &
FH GRS . 352E AT SLE 3 A6 i AL 6
ARSI AEIRA , B AG FFiE— 2R
2.4 BRI

Z Rk P AR I S 51 AR R A il 28 3R B8 ( central
nervous system, CNS) 5P B BERH 19 B B S 22505 , LU
LRIkt R S R R R R R Y BFSE R B, MS
FZH CD4 + T UM AT & A=, MS B3 7616 s B Bt
SRJE I CD4 + CD25 high T 4 i3 # & Lb 1F 5 41 0
/>, H CD4 + CD25 + T 4 i) FOXP3 mRNA 3R ik [
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K5 o Wb, FHTBEST o, 58 M IFN=y (15 Th—1 il
S3h IL—17 1) Th—17 [P~ CD4 + T 4 BEI VA,
&= MS K H 5256 3 W #5 Bl EAE ( experimental
autoimmune encephalomy—elitis , SEU6 P 28 25 5z 0 P ki
RS ) I FE BRI, H MS B3 Treg 41 DI fig Y
ZW AT A S PR & A SR i 2k 2k A
S B B RN, AT ARG MS AH SRR, K&
WIS B, FLIR AT TR L FLIR A BR BT L SLUSE AT B A0 e 55
PIAF R SaE e i3 IL-10 M TGF-B 1443, 553 %
TR B Treg 20 i 53k, ELB#AR Th1/Th17 20 i 53
Ak, NIk 3% CNS R ™ 78— 30 Il PRI 36
i, 45T 9 44 MS iR 1 AR B (LR BRI BUBL AT 5 ) 8
JAT UG , BEAS 25 2035 AR B A PR S 22/l
SEFEOCHEAR . E— IR R, 5 IE R A A L, T
20 B v 3 B B T N S AR QO 1 TR B R I, FL
2 TR RTSUEE AT AT = 5 B 00, 5 9 B A% 4 A 5B va 2L
MHC- IR 53T CD80 FRikREAR, FR I i I8 1y
SR 8 TR RN i T 4 RE JK S-S5 R SRR = 1 8 1E
WL UETT T MS B9 &9 o 8 55— BE AU 2R
FroT Al RIS, 60 44 MS MR Ik FH 12 J8 25 A= B
(LGP IR F LA I T BEZLAT B R 2L I AOSUBAT
B e, PR R R I P 43 ( expanded  disability status
scale, EDSS) FlIAAESR ALY I REEAT ™ o 78S iiatss
HhL R R EAE /N EIRIZ P B 3R ORI A e 1
JE AT RASE AR A, 4H 255 Bl 2 4 s A B R SR D 1 B
RAEIRE NS D TFN -y 53 WAREAR, IL-4 | TL-10 IL-13
1 TGF-B LA 53 WA I, Ud BH 5 A5 T 38 1 9 19
Z PP 4 E N T Ok 28 ik EAE iE RO . ik b,
Ochoarepdraz %5 BF 57 % PIL, s 55 AT B AT L= A=
— UM B A 2 RO (PSA) X EAE /NEL4A T ie
SFLFF RIS PSA Tl J5 , & B FoxP3 + JE 5 T 41
Al .CD103 + & ZE4H il A Sz CD39 + CD4 & 54 T 41
MEECER 3G 0, R YT 44 Mg R TL—10 % 3 i, B
Th17 2R RAATR , D6 B M 55 SIS FUAT 1 B = i, A
WP PSA Sl S 4 B e e PR TR R A
BE—20UE B T 55 A TR AT LI 1T e 058 4 I RN 44 i 1
F . 250U X RS RPEP T, B A G
SEAR .
3 it

5 18 B — 1 35 22 8] A BLAE FH 04 BT 58 8 ke B R
AL SRR AEIRIT A B e VRSN $2 4 T8 19 iR
2o TwlmIKWF L el sh AL, 25 AE M TE S 5 &
GePEME P TP AR R L R T AR . i AR TR
e AL R S 22 5 T Y, B BT TE S IR S A Y 25 AR
W5 Ip B A A 5 A, I S GALT AH B AEA,
YRS o5 4 M 53 A B JFEAH O 40 i R 7 40 b, vl 2D 4R
SESLNE, AT PSS B B Sy R e . BT B 5 e
PEBRIE R BL I B2 A%, 0 b B AR AR S P B R SR e B
IREARIE, i A ETERITRBOR A5, BARK
R I 15 2k B B A S A T R L (B EGIT A
B R PRSI AL TR AN 02 58 8, 7E I PR A ik
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