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Abstract

REMBREER(BD)E. REFHOEMNEEBEZ-EP2BEOHAMREMKRETHY ., BEL
RBILBECHFETRCEANASNTLVAThHM7THREOBEEN HEETATVWREON, RETh7H
EEMNELIBREENLTHS T, THM7THRROE SBH2EBENIBDORERBICLXEATH S,
ROABERY) ThillRZ B8 L . ThillfRD 1ML X)L T OIBEEFREEN(single cell RNA-
seq)ZfT2 k., BERTh7HREK, BEFRBIZKY, 1.117aLl22ZHKEBE L TV, 2.
M7a&lfingD@BF ZFRBEL TLVS M, 3. & ILHME, 4.

Mki67, I117a, IfngZ 3R T 2 5EML REM, 5.

Ifng., Gzma., Hspala, Ccl5%Z 3B 3242, 6.1117aL 1110, Foxp3ZHKR T MIZL6ENDTh17
MRERIZAZR—ICKBIEhE. COLSIC, BEFRAED1I-NLNCEIEBRBEATHM7HEROE
PEEITSEICHINL =,

ESICHEERRVWC EIZ, Cluster 67 &, MFIMTh7HREE. EBRIZIAEFRIZERRELTVSC
ENAESHERY, YVAICEBRZREZREL L& 25, Foxp3+ RORgt-

DR ETregiifE N AT L £ £I(2, RORgt+ Foxp3-OTh174#HFE D MA RO s hi,
CNSDBERBIV, VO-VHETRERRZANMBRENZ LN S5E, ERBIVUTHRLOE
REREY. BENOTh7/TregN\T >V AZHHT2EERHEEBTH D AN RRE N,
Inflammatory bowel disease (IBD) is an intractable inflammatory disease of the intestinal tract with
a chronic course of unknown cause. Although Th17 cells are known to be particularly abundant in
the intestinal tract and have been reported to be involved, treatments targeting Th17 cells have not
yet been successful, and further understanding of Th17 cells is essential for elucidating the
pathogenesis of IBD.

We isolated Th cells from the mouse intestinal tract and analysed gene expression at the single
cell level of Th cells (single cell RNA-seq). Th17 cells in the intestinal tract were classified by gene
expression as 1. cells expressing I117a and 1122, 2. cells expressing both 1117a and Ifng, 3.
quiescent cells, 4. activated mitotic cells expressing Mki67, 1117a and Ifng, 5. Ifng, Gzma, Hspa1a,
Ccl 5-expressing cells, and 6. six Th17 cell clusters broadly divided into l117a- and [110- and
Foxp3-expressing cells. Thus, a reclassification of Th17 cells in the intestinal tract based on gene
expression modules was successfully achieved.

These results suggest that heterogeneity of Th17 cells may contribute to the excessive
inflammatory responses in the intestinal tract.
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Metabolite receptor—-mediated regulation of intestinal Th17 cell heterogeneity and development of novel IBD treatment methods.

1. HIREBRFROBE
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2. REREEBEOHE (FER)

Inflammatory bowel disease (IBD) is an intractable inflammatory disease of the intestinal tract with a chronic course of unknown
cause. Although Th17 cells are known to be particularly abundant in the intestinal tract and have been reported to be involved,
treatments targeting Th17 cells have not yet been successful, and further understanding of Th17 cells is essential for elucidating the
pathogenesis of IBD.

We isolated Th cells from the mouse intestinal tract and analysed gene expression at the single cell level of Th cells (single cell
RNA-seq). Th17 cells in the intestinal tract were classified by gene expression as 1. cells expressing Il17a and 1122, 2. cells expressing
both Il17a and Ifng, 3. quiescent cells, 4. activated mitotic cells expressing Mki67, Il17a and Ifng, 5. Ifng, Gzma, Hspala, Ccl 5-
expressing cells, and 6. six Th17 cell clusters broadly divided into Il17a— and 1I110- and Foxp3—expressing cells. Thus, a reclassification
of Th17 cells in the intestinal tract based on gene expression modules was successfully achieved.

These results suggest that heterogeneity of Th17 cells may contribute to the excessive inflammatory responses in the intestinal
tract.
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