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[EF5 - BA)] OEmrEaiE (OLP) 1, DRI U EMEREMRECTHY . CDA'T HMfEsE OFIEIKRIC
HETHD I EVHBITND, IFF, U< T AREAYRREIZAICEE 53 57 LV —RESKIEMIBRE T, BN
A EEORT (dysbiosis) 23 DFIEZRIGT 25 & OHEDFERNTWD, AiF5EIE. OLP OJifE L dysbiosis & D
REhE AT 5 Z L2 HYE LT,

[J535] 1) OLP 33 4 L 30 4 & 0 B L7238 % FV T 168 rRNA T 21TV, WiEOIBNHHES# % b
fifMT L7z, 2) OLP 25 2 OREFRIZEAZ VT, T Mz STeffiia s 1 b A - OZEEOIEREEIT, ER
fiENT 54T > 7, 3) OLP 8~ b 25esliia 2 fh L, scRNA-seq (2 L D85 7 RBIfT & TCR AR 21T -7,
4) OLP 14 4 LAEH# 10 4 & 0 Mz ek L, b FRMEMEEM (PBMC) #H#EL, 7m—4 A F A U —IZ
Kot aAT o7,

[#3R] OLP & Tl fFH & ik U OB O ZARMEDIR T 2780, HiliEE T #ifd (Treg) D53t - TEMEL
(ZHEEE & SNDEEEIRNIREPE B ORI EEDMNT LTV 2, OLP FERRCIE, IWARPNC Treg OIRIEZZHEROT-
B, 7a—F U7 0 —HEL, BEE~——Th % CD25, CTLA-4 }5 L ONTGF- g DFEBIME T LTV e, Fie,
SEHBNIERE R O/ D72 WEE CIiE, AR IR % Treg @ CD25 & CTLA-4 OFEIBIMED -7, SHIZ, OLP
BFHD PBMC T, {535 & il LT Treg OEINZFRDT-23, CD25 Treg & TGF-  "Treg OEIGIHE T LTV,

[Z£] WPNE#ED dyshiosis, RHEHHRIERE AR O L0 | FEBRIIIE & TR RPN T, S HlEED
fEV Treg 238N L, OLP OJRREIZEUZREE- L T D ATREME D IR Stz (),
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