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Abstract

Scleroderma, also known as Systemic Sclerosis (SSc), is a complex autoimmune connective tissue dis-
ease characterized by extensive fibrosis of the skin and internal organs, diffuse microangiopathy, and
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impaired immune regulation. The intestinal flora promotes fibrosis in skin, lung, heart and gastro-
intestinal tissues of scleroderma patients by regulating inflammatory and fibroblast differentiation
processes and has an impact on the immune system. This article reviews the characteristics of the gut
flora in scleroderma patients and recent research advances in the treatment of scleroderma with rel-
evant medications, nutritional support, dietary interventions, probiotics, and fecal microbiota trans-
plantation to provide new concepts and approaches for the clinical management of scleroderma.
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1. 5|8

il 52994 5 XW/%?}E’Ti@%T(Systemic Sclerosis, SSc), J& MR LM H & RPEEG S H L5, HAEE
AIEAE KRN A 28 B 1R )32 AR 4l s DRIE VRGO o AR AN S e PR TS B [ 1] AESE I, 8 R (1 47 R %
T R TTRGEN 19.3 B, Lot B2 BN 5 f5[(2]. B HIE R R P AR T BRI 28 K% R
FHE, 90% LA I BFE LR AR I A E 52 R (3] B B I 52 8RR R B LA i 5 A 2 2R 2
el M T LAH M 28RE A 2240 DA I R ITAR B B & Bk S B0 LR 22 D REBE RS (3], FE 500
PRI, JORE &7 LA, T I DAAR A O R AR (4] T RL B, A4S R ET DL
M ERIALTTE M I BEANE RS, TR, 94%0) B H 70 B IERER, 79% 0 856 TiHiE=
R5], WIRERIAMEM. & FARE. IR (EFh. JGI5. RfEREESE, ™5 5o i 1O BEAg FE AN AR v
JRE[6]. ITAEK, MplE A Yt S AR AE B B S e MR Am L o iR F BT FE 38R . BRI,
AT LR IR R 5 5 P T8 TR A AR GV IR TR R, DNy T il i R R AE A B R Sz ia Hh AR SR A R

BEE R SER R R
2.1. IEE#EBE

B WA B T TR AE AR, R . R R R HARESE7]. K2 H
PRI ALK, ENEBKIL S IRTEAL . B IR AR, e R AR, RERA. Bk
B G ST LA K E R S A PR35 3 5 2 Ao 2 B R v 4 AR D8]

a3 ol 2 0368 oL 5 i i T RS A B R T R AR A S 2 M AL R BRI R R D), WMARAEE I
RGN . FHEAL . B B B MR AE(9], 10 Bl i A= 4 S FLAR U 7= W ol o 2 1 32 9 e e R 4t
M5 2 Al R G KRB R, B B IRAN R BRI . BIBKAEAL . PEIRCR GEAN . AT HEZN 5
[10]. BuAh, TAEMIA - W - W@ A S M E e/ 3 B IE A AR A0 4 R G0 2 1) 38

1o BEE SRR SR BAJE, R o e AT ) 22 3 T A6 K3 B 5 S B S8 3 T T R ) A2 4

2.2. WEREENMEESFFHE

S 7 9 5B ) S AL R AT o, IR BI R A a2 N AN ] JERER ] U A8
BT B TR 11[12]. Horb, PR T TRAE B R TEREE T, mEREE T ST E TR
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B A] BE S0t NRAE e A B . 4RI, RGVELLRERE 3 1R BE B ] S5 AT B DA L Bl
fR[13], TSR IR KA TR LR A AL 5 BE B [ TR £ BEARXT I N[ 14]. RIS RoR, JREER T
B MR B R b ) 55 S AR T R SR IEAR DR [15], T 600 22 2R £ G HE ) & B ER S AR e i,
KV T R S I E EE R A 5%, I T RE S ECE Ut m16], PRI Bty PR GE SR BE T 1] 4 I T e
R RS AER M R R 22— o 53— TR SR DRI ZH 00 - F TE [RDRE R s 1 S8 Bz s 8 M A o 0T B 1] e
Uelb s JEEER RS NS, AN TR U IR BE B 1 o ) 2 AL 2 1 B0 T A S TR ) 1 s
BRTE M (ELAE =05 SR ER G AN T EEER D IR 2, S R IRE R LL, 53 BT B A hr R 1 P 171
fE Patrone %5 A fSE8 A B, Wil 52 R IKAE B2 (6 5 fi Bous 8 AR LL L LR AT 1 L 2 B7 IRFLAT I ANAS
AT RO, TR . 2 IR . 4R B AR B BRI T BRI TG 1B T 2 3R O 7 £
A E e S 0 A SEAH DL, (LM Y B K T ) B A1 B v [ 18] AR B AN 25 B ER T B T T R Y
FEAEEE, T RRATIEE ] NF-«B 3 K 7 iE . B PPARy 15 5@ BR AN TR y SRIRR R,
RRAE[19]-[21]0 XUSHT R AN FLBR AT I8 — ARAE RREIRZES D, £ Patrone S5 NAUBTFLA R A, WUEAT 8
FPEFFAC, FLIRAT B F B I, SRMAE Volkmann fIWFFTr, —3& (=L EHE N, —Fhal e AIMERE 2 Al 1w
F R Z I FEARILAIAIE, Patrone 55 N MU HIZEMEREA, 10 Volkmann [ & 1EH HIREAK
VR E WA LRSS P B R DA 18]

2.3. BRI R EN R

T 12 9 [0 41 A0 T RR AR T~ BG4 4 40 M (003 FE s AR S 103 2%, S EUREAT 4E 40 M AE A1 i 2L 43 4y
ARG BRI URR T AE A0 o B ET 44 RO LR 2T 4 40 M ) 85 5 B0 B B e PR, ot 7 il
95 R B R R il GO I 5 B T AL AR AR AR [22] . BRI A W T AT B S AN IR 8% B BT i R TR 5%,
— LL 7 AR W) T R AE YN SR AN AT AR A0 M Ak b R HE AR R, AT TR 4 AR R A 23] 5
BOFF R = BEAAE TR AN i, RGBS WL W4 a SMERE, wTRU=EWER, 4. 4l
R FE RS LIVERW R EARPER, SRR B Gk T B A B AL R B G 107 R
(SCFAs)I8/b, MTTIEE T AR 440, an AR TAE Y g 107 P JEF 28 AR = PR 1 g 1y PR s iR E AR [24] . &
BEBE AL TCEAT R A B BT R S RS MMP-1 S IEAE, MMP-1 R[4 fi# I, 11 AT TI 784 1) 57 e Ji 2
F, —IURF R, R R I R SRS T MMP-1 Rk KRR, TR S 305 k2R 440 72 A2 251

24. HEEHMNEERRER G

— U TR 90 B 7 975 £ TR SR AR B A 2 0 2 FE R A L . 58 19 1gG4 AH DG (1gG4-RD) B
H 165 GRS 2 R R A G AT T L. 45 R oK, WE A 1gG4-RD #5 HLA 7 1) 241
X, LI CD4+ T 45 A EtE CD4+ T 40HE(CTL) /Y IFN-p. IL-18 Al TGF-A 53 WAL T
fiE, 2R BHIX P AT BRI T XA Y5 5 M R RN ThRE SR o BRIF IR P 8 D8 & B AR B, 7E 1gG4-
RD FIRE Bz pirf, AT 955 Th17 Z0M0E (b IR S A% Rr 1 B 3, TR AR B v, 7= [) 28 Jk G IR P i [T
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A AT 3 G s2 1R 0 AN B A1 SR FE 5 T AE DD RE 22 S 11 ]

3. BRRAIRAIEE R T TRER
3.1. HPTFM
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i), RiAE PPL AN — A2zl /02, O A T R 0 10 S S 245 ) 60,455 At g 307 %) W RN 87 R o M) o A g 38 £
HH A2 T R BRI G 400 ok 751, 6 I S K 2 IR FELAROXSS P 3 AL AT A FH B T AT e T S B SR W 88, I PR B
T BEENUE S B6TT o R F A S-HTs SZAREEh, EEEEH T AN IHIR-F UL 5-HT,
AR, ARRE CEARBRRE S, T IR S R A, A R AR [26]. BINEE . KRR 2L
A 0 A SO e S 12 B B ) 29 vl R st — D s IS A AN B iR B, oG B HE S R R B R LAINUE T,
SR R D BEHHE R X O EKIAA 2] PUIRYS 2598 UK T i ] 8 18 53 JIL 1) 466 20 LK 5 F0 B AR A
B KT IE F T AL TG LIWUTE J AR (R R 28 83, (H 4 LR i2 i s AR [11]. /N gn s i & A
K (SIBO) &l i 58 2 (1 WA KORE 2 —, WTINEEREYS . JEUR . MEIKADE F=eAs R 55 B IiEae k(3] .
TERT AR Z5 25 00 b vp R IE BT AR R T AR YT SIBO, FlAE IR FIMEEE & SV K& AT EY, A EY
TR SRR PR R A, 70 BT VR 5 22 B O e T R 22 ER PR B, SR A AR A, B s KR i
P o 22 BT 97 3 S S04 A 3 B e s 77 (1200 B 1600 mg/K), BL 7~10 RA— 7 FEEAE 9 —Fh BRI 7
Pio HATER A B B He bt AR IR SIBO, HOG T HUAR RAP AR R S AR YT KRBT [A] 1 A B %
WA, BARIAE ) 1S4 3 5 S U R 253 BB AN 52 Wil B R S R 45 il R ) R A (27

3.2. EFRYH

BN R AR A B RO L FRE, 20 18%HEF HIERAR, & B ek
H, BFRARMKAR B SIIN28]. A EIRA KRR 1) 3 75 B AR B 1 7™ B2 AT AN [F) (9 3007
X, HEARCTE O IREFRAFEFIONS). A EIFREN) INEFRPN). 2460 G B VL W E 7 A
R, FIgEAT ONS: S S 7R M A M A7 i MR RIS B 5 R 1 11 IR R b 78 704N 12 DA 2 78 IR 7
REF, KA EN: KA B I iE ™ A 40 S 80 3B, ONS Bi# EN JEARedE Ry, SO
PN N IEITI5[29].

33. kBT

KEY 40% 1T K2 i £ AP AE FURE AT SRRSO R, — TURTIEVER Fo o, IR, ISR W
FLEFN 2 JURE(FODMAPs) R vl K FUBEIRSOAS R B I IRVS AR M 31.3%F% % 6.3% (p = 0.022), JoFLbE
A B Bh[30]. 415t A /N i B ok B AR K (R R 9 BB, 7E FODMAPs TR IR SE Atk I 7 P B
H =Ee(MCT), LIBInAs o e & TR I8 55 5 [27]. MCT EFBF LR, coEps. Be. IHEIm s, 2
re P )R A AR P 7 TR RAFIISCR[31]. Ak, oK & RN AN FLH) i i ik B 2
SN B TR E DR, T e 2 oSO A B 5 AH G 1 1 B R 1]

34. BEH

TE 1 TUF ISR RERE oAl 2 H R I, A hr IR BE R B 276097 55 ARG BR yT B RIF I 32 1%,
I+ H AT PUA 205038 SIBO AP FRE 2 0 B85 1) B Wi 45 JR[32]» Frech 58 AAE 2011 SR — T TR 1
10 44 R 5 Jo i 52 2210t B0 P i 2 o R O G Al R A o A TE B R IR 28 ) LSS AT T B L BR A BT 2 A
HIG, HAIMR 2S5 Rh B il PR30 G B B i 2.0 3F43(UCLA GIT 2.0) (ES = 0.82). JEAK(ES =
1.76) AL(ES = 0.33)FIE 25 # R (ES = 0.18)¥45 W& 35 [33]. 18 I — WREAL 2 771 FE XU I RIS
o, R R A R IR A BT IR AR . SRS LAF R B R LA VR R L XSO TR 2L RS 1 i A I B
(n = 37)8Z ZFHIFE I 2 (n = 36), 8 J&JGIGIT 4LAIX HRZHAE UCLA GIT 2.0 ¥4 56 B IRk 77 % %
S, (HS XA, 284 AL AOME 21 Th17 00D . XSt s R B, 8 o 26 BR YT T e 24,
BFREESRA 2 A H L EAF AT B2 SO B e 93D T8 SRE A G RER 1]
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35. EEEHBHE

F{F A #H (Fecal Microbiota Transpiantation, FMT) /2 {d B\ 355 v 1Y) Th e A BE RS AE 31 i 8 i
W, EEBIE R, SCHURIE & GEIMEREETT, CAEERE . RIEME . RERAE B PR 55
IR TR IT IS REFACR[34]. — DU SL45 RoR, FMT THUGE, AW S IR . B T
RGBT, + 480 bR CD64 HIRIA R E /D, KLF2 HERFRA T X A2, Lk iz 36 4 g o]
FEAME FRIBREEE AR, i CD64 =R )2k 1gG (Fop-RI)KHAES, MIfikiE 2 5E, FMT i@
5T KLF2 B — Sz e SOE MLF4idh . SR, &8s B2 i FMT B A4k F /0%, H4h
A BR 45 PIAFAE A E AN 2 A OGRS, R85 DRI A i 2 7 TG V207 o PR D A T J e i 245 B o ™ 2R AN R R
NS [ [ 25]

4. NESRE
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PTG &, 69T A E R A G ARAE IR il A2 BAR 0 2 5 AP AE i R D P s ¢
RESNL o (AL, FHRAFE P Il A AU, it — 2 e i L S AL AR S, AT E iR
T RE B A BT, BVPR O T — B I T A
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