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linked immunosorbent assay % H v 7>.

(i 5R)

ACR DI 2 72§ PRV — 7 2 BE OB P O34 MCP-1 fEid 1,959pg/ml TH 1), Wik %
7z &> SLE BE O FEHE MCP-1 F359MEid 712pg/ml Td o 72. KRV — 7 2 FEHITid A B MCP-1 fEiss b
7 LTz (p<0.001). 72, B8+ MCP-1 fHOZ B % BT E A r‘ﬁﬂﬂi RN — 7 A OEER BRI
TEEH P D MCP-1 Iz KT L7

(E%)

BIEHROZEB L OCHRORHICE D FHEMEN — T ADFENKELSEAENL 120, TRERELV—TAD
PWNEOMELPE T NS, ABIERIC K Y BB MCP-1 fHOZE S L, FREMRICBIT 5 KIE - WEDOIEEM %2 ik
FTHIEPHALPIC R o2, TDOZ LML, MCP-1 WIEITHEMEN — 7 ZDZME L HEESRONECER
THbHIZ EIRmE N,

()

BEW AR O MCP-1 DM E S REAEN — T A OBH B L EEMREHEICEETH S Z LR Eh.

WX EEODEF
FR X PRV — 7 A B2 BT 5 monocyte chemotactic protein-1 (MCP-1) I E® & #. Annal Rheum
Dis 65: 253 - 256, 2006] I2BW T, HELTRIIEHET) F b —FR OV—7A L), BlIohRMEV—7
A 96 ANi2BIF 57 €74 ~, monocyte chemotactic protein 1 (MCP-1) DZEBIZ DTN L7-. Sl HE
N—7 2 BE OB O MCP-1 FI#1Ei 1,959pg/ml, FEHEMEENL — 7 2 BE Tk 712pg/ml TH Y, BiHE T
AEIWMCP-1 DR ER LT 72, PRIV — 7 X DEBBSRICE - TR F O MCP-1 EIZET LTw
7o. AWFFEICL D, BEHF MCP-1 EOEB PRI BT 2 KE - REDIESMZ KT 5 2 LW 552
ol
AIFGRIL RIS 5 BT 22 L 2D D,

19
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FNREOFEES LE23R2F

FHNESOHN FRISETH2H

FNRSEORNF FEMNRAE AL 2HZEY BLoZUHTREE)

FANmXEH Levels of NAD*-dependent 15-hydroxyprostaglandin dehydrogenase are reduced in

inflammatory bowel disease: evidence for involvement of TNF-o

(RAEMERBE R TIE 15-PGDH OFEBILFEP L TV 3 : TNF-o EDEEDS)

ERWXAERFE  American Journal of Physiology—Gastrointestinal and Liver Physiology % 290% 4
2% G361-G368 H 2006 4

WXEEEZER (F#&) #¥ x5t BT
(BIZE) #3x &k BE I§ K-

WX AN E OEE
(B8]
KAEM R R (inflammatory bowel disease; IBD) T, tumor necrosis factor (TNF)-o 72 ERFEWH A b o A
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Y OBFFEAIZ L D REN O prostaglandin (PG) E, 133N, ZOHEBIIREOHEELHET L. —F, PGE
8L A8EF & LT 15-hydroxyprostaglandin dehydrogenase (15-PGDH) 215N T 5.

AHF5EIE, IBD (2615 5 15-PGDH DR EIHA DS PGE, D FALIEMH %85 &8, &R L LT PGE. 258H %3
FHAHZZXLIIDOWT, TNF-o & ORED S L7z,

()

REANL IBD (7 v— > K - EEHEREK) BREOKBRIEEFRIL, 15-PGDH &M 3B & 0" mRNA O%RH
=, BB 2B L. EBRYIZe NAE LR BRI Y TNF-o THEL, 20 PGE, EARE L Zh 2854
%3 D cyclooxygenase (COX)-2 B & U microsomal prostaglandin E synthase (mnPGES)-1 ~® 2 15 PGDH

35 15-PGDH OfEH b pkg TR L 72,

(RE)

15-PGDH & H & mRNA OFEH &L, BEAICILL IBD BEF ORI, & ICREBTERICHEI LTV, In
situ hybridization T, 15-PGDH mRNA ORI A TR LRIcA SN2, IBD BEOKE B TIIRE
LTw/, 7 TNF-a ORBUZ XD, K EEERMIEICBIT 5 PGE, B4 ®, COX-2 3 XU mPGES1 &AM
FRIZVFRLEML 72, 512, TNF-o lx 15PGDH #{= T 05 2 #H L, Z0##E 15-PGDH mRNA &
DEBEITWA L, BEREE SR S Nz WA, 15-PGDH & TNF-o 12 X % PGE, DB 2 ¥ L 72,

(E%2)

IBD Tix TNF-o DEFRHIIC & D PGE: DBEEISA SNE. ZOBRHEHIBEALTIUSE RS 2R
BLT R =V 22WH L CRBBOBRICEN L L 8h, F%E, ENo IBD BE I KBEOBHRIEEL BV (co-
litic cancer). A#FFEIZL Y, IBD T PGE, 2S8R REH T 2BED—>2 & LT 15-PGDH DBABHL LR Y, #
DAL TNF-o DB L % Z &% o 72, 513 15-PGDH R 2 DO EE FA IBD ICH 3 5B EE 20 9
B, SHIIEZOREEIIEIL 9 B4, B EORFADPVLETH A .

(a8

IBD Tid 15-PGDH O FBHANEA L T 5. 15-PGDH & DR K 1%, IBD X 587 0 TGRS
ELTHIfES NG,

WX B E DODEE

BEUHRBRRL 70— VR EOREEREER (IBD) OREEAHT, HBEEOREVSEETHS.

ARAFFE Tl IBD O KRR C prostaglandin (PG) E, ® COX-2, 15-PGDH 7% ¥ 24 FAEWFMICER L, ik
FRFEBIMETL, 512 PRBERIFMEkE AV TNF-o JE T TOWE 1T o 72, ZOHE, IBD Tldf@®
MIHARKEHRED 15-PGDH &ZH & mRNA OFBBHEEDRHA L, & ICRERTEMHTH 72, TNF-o FlHE TR
WMilakk D PGE. BEA R, COX-2 ZHEH WML, 15-PGDH EEFEE 13 HH X 1 15-PGDH mRNA & HEH%
HEREAD Lz DEXY, IBD TIEEMWN L TNF-o fli#4IC £ ) PGE, 2NARIEAE SR, Z0O8FE 12 TNF-o 12 &
% 15-PGDH FBMF 235 5 Z L ZH 52 L7z, PGE: @RI KE EEMBO 7R b — ¥ 2 280 L3EIC
B]h3BH 5, 15-PGDH ¥R T 2358 72 2 ihHREE & 70 AW REMEAVRIB S N7,

IBD T 15-PGDH FEHDBWAAFEH & N, B 2 ERE O 2SI S EATRYICME D 2L TH 5.
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