#= C-19
HEHMREMEMARARREE
Wik 2 24 5 H 1 BEUE

BRI ES : 34306
HEFER - EBEHE (O)
2T HEAR - 2008~2010
FEES 20590550
Mo iRER (F130) 3IEZTEI4 FERREREICEDNNGEEIZETIABETIRI7—2D
‘BT H5HRE
MEiRER (EX) Role of intestinal macrophages in the pathogenesis of intestinal
lesions induced by non-steroidal anti-inflammatory drugs.
MRERERE
fnEE  {R— (KATO SHINICHI)
REERKE - 28 - 5B
MEEES: 90281500

fFZER R OBEEE (Fns0) WAL E G FEICR T 2158 V7D77 COBENCET AN EEIT T,
.#XTD4%@H%W%m&mm X B/NBEEFEICBNT, 77D77 CDal=aF %
R« TnAChR)DMEGERIIZ/E L TS Z k%%%ﬁ L7,

2. RXX VD2 BN HE A o TnAChRZ K Z 41 L TUNSAIDIE L/ MBS E 2 If 35 2 & %
E&'ﬁj ]\./7";0

3.%mﬁ%rﬁ BT HNSAIDFE L B 15 OB 1ZINOS/eNOSTHEHL OB KA 5 LT\ 5 =
EEHLMI LT,

4, 7 bRV THEERTH DT T T = A NANLF XA F—FHO)-1OFEELZ N LT
NSAID#F L/ MG EH 2 Il 95 Z & & L L7,

5. BMEEEBOBRBICBNT, v~ /a7y =iy rat vy — ﬁmnmym¢W&%ﬁ
R (VEGF) BB O K A2/ L TREMIZTFGE L TND 2 2o L,

e R O (£ 3C) : In the present study, we investigated the role intestinal

macrophages in the pathogenesis of gastrointestinal diseases.

1. The activation of « 7 nicotinic acetylcholine receptor (« 7nAChR) suppresses the severity of
intestinal lesions induced by non-steroidal anti-inflammatory drugs (NSAID).

2. Dopamine D2 receptor antagonists significantly prevent NSAID-induced intestinal lesions through
activation of « 7nAChR.

3. The aggravation of NSAID-induced gastric damage during arthritis is attributable to the upregulation
of iNOS and eNOS.

4. Lansoprazole, a proton pump inhibitor, protects NSAID-induced intestinal lesions through induction
of heme oxygenase (HO)-1.

5. Macrophages play a beneficial role in the healing of chronic gastric ulcers mediated by increase in
neovascularization through upregulation of cyclooxygenase (COX)-2 and vascular endothelial
growth factor (VEGF).
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