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Figure 1. EAE groups neurological scores in days.
P<0.01.
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Figure 2. The weights of normal group and EAE

group in days. P<0.05.
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Figure 3. Compared the expression of IFN-y and
IL-17 in 21 days, 14 days and 30 days. P<0.01.
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Figure4. Relative abundance of top 30 (genuslevel). A: 7 days; B: 14 days; C: 21 days; D: 30 days; E: normal group.
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Figure5. PCoA of samples. A: 7 days; B: 14 days; C:
21 days; D: 30 days; E: normal group.

2.4 MRS

WEIR G B NK3B3L_group HY 2 M E #
XTHRLFEAIN, 5 IFN-y S HAHX(r=—0.537, P<0.01),
3 Wit

WAEAE R MR R I Y e s 0, i e

B2 51 ER 2R, TR E bR
Tl S5 A P 0 4 B S SN R JHP RS 1 EE AR
FAUA Bt 25 WA W - - ki %l (microbiome-gut-brin
axis, MGBA)I KB, BH#iIT U6 KHEHLE MS &
S R PE . DH9E R MS B g E P b
B AN S v 2 R R S G, e AT AT LURE AL
T A0 A Az Aok, RIS AR TR
P E 255, SR T L DMT (disease-modifying
treatment) T 1 f5 , AR A8 TR A R o R g A
FRR TR SR, A\ SRR SR T,
M, 78 B SR R AT REAE 22 & PR Ak s A Hh k2 3
HEAEH

HRTIN, o 18 B AT RE 38 18 77 bk 2 40
oAl RAEA T A IR I A B 25 AL
HBHT MS WEAL M, FeAmr5e bR
Fi MOG fEN#LIE A S EAE B, WRAMR T
EREFE MS P EERIILE . MOGgs.ss 5 G
6 T WRELAAE, 1ELAY T 20 o] R 2 52 45 74 1L

(o)}

.

S = N W

10.0
* 7.5
5.0

20

15 * Group
ﬁ ®B

10 sE

Relative abundance
~

2t r * 2.5 5
— 0t —_— . ! 0.0 0 —
Alistipes Blautia Lachnospiraceae Prevotellaceae Prevotellaceae
NK4A4136 group NK3B31 group UCG-001

6. (HEEEL M Metastats ER EZEM STER
Figure6. Metastats difference analysis. EAE group 14 days vs. normal groups, P<0.05. B: 14 days; E: normal groups.
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Figure7. Metastats difference analysis. EAE group 30 days vs. normal groups, P<0.05. D: 30 days; E: normal groups.
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Cladogram

mmm 2: g Odoribacter

mmm b: g Rikenellaceae RC9 gut group
mmm c: g Eubacterium ruminantium_group
mmm d: g Ruminococcaceae NK4A214 group
mm ¢: g Erysipelatoclostridium

mm ' g Parasutterella

mm 2. f Alcaligenaceae

mmm h: o Burkholderiales

B i: ¢ Betaproteobacteria

B j: g Helicobacter

mm k: £ Helicobacteraceae

mm |: o Campylobacterales

B m: ¢ Epsilonproteobacteria
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Figure 8.
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16 21 d B dgemy , TEA& IR RUAH L P<0.05, 255
AT FE . XU, i aE PLP S8R
PEEBERS SN, Ty AU IFN R, HA R
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LEfSE difference analysis. A: 7 days; B: 14 days; C: 21 days; D: 30 days; E: normal group.
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Correlation of gut microbiota with I1L-17 and IFN-y in
experimental autoimmune encephalomyelitis
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Abstract: [Objective] To explore the immune regulatory effect of gut microbiota in experimental autoimmune
encephalomyelitis (EAE), we studied the change of gut microbiota and its correlation with the production of IL-17
and IFN-y at different times. [Methods] Female C57BL/6 mice were divided randomly into 2 groups: the normal
group and EAE. EAE was induced with MOGsgs.s5 mixed with complete Freund’s adjuvant. The weight and
neurological scores of 2 groups were observed. The 16S rDNA V3/V4 region of DNA of gut microbiota was
indentified by the Illumina Mi Seq high-throughput sequencing.IL-17 and IFN-y in the blood were detected by
ELSIA. [Results] The production of IL-17 and IFN-y reached the peak on day 21. The abundance of Alistipes,
Blautia and Lachnospiraceae NK4A136_group in EAE were different from the normal group on day 14. However,
the abundance of Allobaculum, Eubacterium, Helicobacter were significantly changed on day 30. According to
LefSe analysis, the microbial strains that were mainly affected on 7 day, 14 day and 21 day gradually decreased,
and dropped the least on 21 day. Odoribacter played an important role on 21 day. Compared with the normal group,
the abundance and diversity of gut microbiota in EAE changed. The abundance of Prevotellaceae NK3B31_group
in EAE was lower than the normal group, and related negatively with the production of IFN-y (r=—0.537, P<0.01).
Prevotellaceae NK3B31_group maybe the key bacteria that caused the demyelination of MS. [Conclusion] The
abundance and diversity of gut microbiota played the important role at the different times in the EAE group. The
production of 1L-17 and IFN-y leaded to the inflammatory of EAE that induced by M OGsgs.ss.
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