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5T hNTHE HEENTNO ZERT 5 HEHR
(NOS : nitric oxide synthase) @ /1 CH§EHl NO 4 &
% 3% (cNOS: constitutive nitric oxide synthase) & I
EN2 D OITMBNICEHISHEIEL, iUl X o TER
SN DGR NO (LA - f R SR P L C
W5, —J, FFEMNO A EESE (INOS: inducible
nitric oxide synthase) (2 & o TER XN 5 NO IZEE
JETH D RIERRER RESSOER & L THWTW»
5. ZOINOSIZ & 5 EiEED NO &, MBI AL
SN B T LTI SIER DNA #5512 & 2 M 0 225k
TREFHL, EICBEICHRTLIEwbITWE,
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T B SR AT A A PR A0 W S, MR - B TR BR
(entro-salivary re-circulation of dietary nitrate) 3 % ##
KB END (M), EWICE L WMRREER D
B CUHAL S AL, 2 DFY 25% (LR £ 0 CHEE I ~FF
GWEND. ZOEERTEERIE (NO;™) @ 30% 23
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(2) NO and gastro-esophageal junction
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1. &R EEYE O M- 15 FE 3R (entro-salivary re-circulation of dietary nitrate)

v MR A SO AW ARG 5 &, MMBIEOMER-HEFERICEY, Al - BERAINIE TS
FHIREED NO 7338 2. /N CURIL S N7 R ERYE O 25% (X P IS S, 20 30% (& EIEPIHT
RIS & D AR I BIT S N5, fEERIE % 2 < & O AW O BIUL | IR Hh o HAEFRIR IR 1L 2mM 1ICF T
LIRS 5. SHPMER L EHICHIEL, BET ANV Y REERHPIIET HZ EI2LD

NOWEETHZ LIk b. (K2 & D)

B, LY AR EWMBEE L ECEWER BN 5 L 2
mM ([ZF TET S [1]. MERE & LI HAERR 2T T &
NEWNISET S EMEBREOBWRIC L Vb e L, B
W2 NO AR S 519,

NO,” + H" = HNO, (pKa = 3.2-3.4)

2HNO, = H,0 + N,O;

N;0; = NO + NO,

(NO,™ : HifliFeis, NO: —meibzEH)
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TBEROWIEES T, 7AWV VRRIZEEBINIZE
I EINTWAE). Lo T, MR & ILICHAYER
IEAEE T S NHIE LGS, BHEANpH 2AEEND
S BNOBEEMEICEBCZ LT 2105, Thb
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L, E NORE - BEAEHTTAINE VRE & OIE
FEPED B & BRERIZ RS L, # 2 TEIRE O NO 3%
T 5, EBICENRT T4 7 TOMET 2 mmol
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NBHZ L n?.

NO i EWIREBMM A OV ATH 720, THE
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NO (X BRI AL ER - BFET 5. ERICHLE PIRE
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TR 12 BT, INOS HISkIZILET 2 Sl fiE o
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A: b FOFHWIZ/NO NO MIEEMR, pHIMEEMZZLIMICIHEAL, ZLxzw-< ) (242 1cm)
FIERNTL A2 LT, A, BEIONOEELIEL. B: pH OEAENOENED S EEN O %
CEMICEDLLIE, bbb, fE- BEAH (GO)) ISR LT, SigEONO P HiishTwns, (X
ME1XY)

72NO &, MM OZ VY FF L EWRLY, 7a=
y—PEEE KT S50 = afbkA ML A%F] &
R LY, F72, KL% o tight junction % #E L,
ZIUZ & o THIERI B2 T S5 2 LAVRE N
7219,

WRERER & NO

W O HLAR R 70 5 ALA 1912 NO AVER S L5
i, MO CTHEgEoO iR ME ) ETH LI L
BERATEE NI T 240 (GERD JEBI) Tt NO
DOFEERMAL T MBI 512 vl %
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DRV BT TV BT, RS h )
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L7z NO 2 &>, @itk gofffESE o4
oW Zhud, AFETISA L2 NO A, A—/8—
TEHFALF (0,7) PEEIHAET L EED IIEARE
BT 2282k, MB#EEOmR S~ F F 2
4 FF7 4+ (ONOO ) DA% /L CHEBREOWH
HED|XRITEEAEZLNY (M3). 2oft, &
BEMEMTHA L7 NO 2%, f@E R 1 R o Mg PR
I K (Dilation of intercellular spaces : DIS) % 8k &4,

w § L} 4
GOJ: gastro-oesophageal junction

FEON) THEZ RIS ST AT L EZ 5N B,
X512, NO BT & 2 Mk £ 4120 2 ik
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RGN 7 RERE B R KT WA TREMEAYR B
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B MKE O GERD R E T, HICHUEMTD
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(4) NO and gastro-esophageal junction
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