HIRERES 4 75 (B 32%, %5 5 RBIR)

FAL W L D HEHF

% B B NN ZIERL EFARZ
R I 2 iS A | /RR SR

Short-chain fatty acids, GPR41 and GPR43 ligands, inhibit TNF- «
-induced MCP-1 expression by modulating p38 and JNK signaling
4 REH | pathways in human renal cortical epithelial cells (& & & _E R
flzds W, ARG IX GPR41/43 241 L, p38 & JNK O U »fi{k
Z 9 5 2 & T TNF-oif 5 MCP-1 B 244 2.)
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TR, BENE, HEIRIE, BhREE(L 7R ERBEELIAN O & F S F IR~ AN # OB
ENERENTEY, BEEEFEEE (CKD) 2B\ Th BHERED BALIC RO BN A
BEOBENHE SN TS, F72 CKD 2B 2 IBNHMIEE OB, REHRE
F72 E O 2 L CRBREL 72 D CKD OJFRBICEEZ KIELTWD L), [HE
HE ] OBEENREINTEY, BNMEZSTBNEREL ZIET 5 2 &0 CKD O#r
LUVVBBRI AR D AREME NI S CWb. 22T, HifligRY —7 v b & LTEN
WERENFEAT 28 A EEENE L, ZDOZRIAETH S5 GPR41 & GPR43IZEH L7-.
GPR41 [T EARRRERN R BL L, SRR 2 1ML T 5 2 & TN R VX —DEE M
ZHER L, GPRAS IZNENGHIBICIREL L, A > AU o VI L2 HI# U CIEHEE~D 5
OB REEREZ X, ok coRARET 52 ERREIN TN,

CKD DitJEIL, BRI CORIEDENE, B b R HHELICE D = & 3 RIK
Thbh, RIEREICEVBEKOEEZSI SR ZT7EIA 2 ThHs MCP-1 (Monocyte
chemoattractant protein-1) 1%, JRAE 2O PEA SNBIEMINOZ BIR & fEA L CTRRAE
b5l T, >F 0 Blgth# OS5, MCP-1 OHIEIOBEEENEZ 5N TN D,

AHFFETIE, B FERE FZ N (HRCE) I\ CHENENEE O TNF-oif 8 MCP-1
DFB~DOBIEIZ GPR41/43 BWIr 35 Z L 2Mat L, BB OIEER 2% D4y
T FEZE L CRRATL2Z 2B E L.
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1. GPR41 ¢ GPR43 OREgIZB T 5 R
b NEFE T, GPR41/43 ZRIRDIEBLOA M K O BLENL 2 g Ye o ih Tt L 7=,
Frov e xZ o7 ay ME (WBE) T HRCE OMIamk N> GPR41/43 & 1 D1F
TEx et L7z,
2. HSEIGERIC X 5 MCP-1 RIRDOAENT
FEENEMIE & LT, o B VR, B E W, RIEMEY A N A > Th 5 TNF-
o FPRIC X VBB XD MCP-1 O3 BLAfi#fr L7-. HRCE % #8451 & TNF-a T
24 FERH#%1Z, MCP-1 ® mRNA # Real-time PCR 1T, MCP-1 &A% ELISA &
THIE L7,
3. vt FUBOGIRIEIERRED S FHF DT
7ua A UREIC LD MCP-1 3B GPR 207 2 F A2l T 572912, Gilo ZFHET
% PTX, Gipy¥7=2=v +%[HET % Gallein, Gatr 7=y FZ[LET 2 NF023 %
W ESEEBR 217V, TNF-ai5E % MCP-1 @ mRNA % #|7E L7=.




¥ 2 GPR41/43 @ siRNA %#47\>, TNF-a#E M MCP-1 @ mRNA ZH|E L7-.

4. FuvFUBRIZX D TNF-o 7 FIVIGER K O R ERFIC BB S840

TNF-o CTiFi S 5 5 SURER FIEMHAL % v R 7 B X —F (MAPK) Toh % p38, JNK
IZOW TR L2, p38 ZFLET % SB203580 & JNK % [HET % SP600125 (%, <4l
ZH TNF-oif 8 MCP-1 ® mRNA FHL 23| L7272, 7'm 4 U TNF-ofilig
#% D p38 & INK OV Ugbic 5 2 5 8% WBIETHG LT-.
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1. t MEFEET, GPR41/43 & HITEMIRME L EEE 2 FOICHRBLT 5 2 & 2l

L7=. £/ HRCE 2B\ TH, GPR41/43 EH DR MR L=,
2. FEARESEVIHETH D, FEEE, oAU, BEEE, TNF-aifEM: MCP-1 O
mRNA & & B OREL A A BT Lz,
3. Fu bt F el X5 TNF-aifE s MCP-1 @ mRNA O3B IMEIL, PTX & Gallein
TR S =728, NF023 Tl &, Z OZIIENIL Gi/o-By signal (2L 5 Z &2
53377, 512 control siRNA Tl 7' va v 4 eIz L W TNF-07E Y MCP-1 ® mRNA
Z A BT L7272, GPR41/43 @ double knockout 4 T Tlix MCP-1 O3] 2 fihs: L
7.
4. TNF-ofliIZ LV, p38 DV VEALSHEIR L, v A U BITZNE A EITHH L
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TNF-o F it MAPK OFEEE 2 Ml 3 25 Z & T MCP-1 FBLZ #i] L7-.
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EHNEIAERIIIGE Tl AICRIN SN, T RALX—JHLER0REHFL L TRAARRET
T, MBEANOY 7 FMEERT & L TEBERRH Y, EEOaERE ORI
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AW OFRERD B HRCE (2 CTHRSNENEE X TNF-oif G4 MCP-1 O%8 84 i)
HTEWinote. Eiz, Ia A URIZE S MCP-1 BIL O, Gilo DBy 7
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DV U ERET D LWV O HE L H Y, GPR41/43 O FEIL GPR V7 % A 7 L Alfiuks
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