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Changes of nitric oxide synthase and gastrin of Helicobacter pylori

infection in duodenal ulcer

WANG Zhiqun , et al
(Department of Physiologv, the Applied Technical College , Chongqing Medical University)
[ Abstract] Objective: To investigate the important relations between Helicobacter pylori (H. pylori) infection and serum gastrin level
and nitric oxide synthase (NOS) activity in order to look for a method treating diseases associated with H. pylori. Merhods : Before and
after triple therapy against H. pvlori with omeprazole 20mg twice a day, clarithromycin (0. 25, and metronidazole 0.2 3 times a day for
two weeks, fifty — nine with active DU and H. pylori positive,and 39 cases with non — ulcer dyspepsia as control were determined for
NOS activity of gastric mucosa and fast serum gastrin level. Results : Patients with DU activity and H. pylori infection, before treat-
ment, had an increased in NOS activity of gastric mucosa and fast serum gastrin level than those after treatment and the control, there
were great importance( P<0.001 and P <0.005 respectively) ; NOS activity and gastrin level between the patients with healed DU
and the control were of no significant difference. The changes of NOS activity were not significant whether H. pylori eradicated or not,
it maybe link with no— healed peptic ulcer and a few patients,but there was a significant decrease of gastrin level when H. pylori was
eradicated. Conclusion : Our findings showed H. pylori infection could increase NOS to promote gastrin secretion, and lead to gastroen-
terological diseases such as peptic uleer. It clearly implied to us: through taking some measures to inhibit NOS activity to treat diseases
associated with H. pylori.
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1.1 ®mA
ZEERCMENMRGEE  FTEE AT M 2
~Sem HHBEEE 4 B, ARATHREREHR AR . GH
(Gram's $e£8) 8K . PCR & H. pylori & B 5 NOS i
B FLBHT LR B B H. pylori ¥4 FHE & , A ALK
Bl 3£ 59 F, F 5B 39 F], & 20 ], EFER 39.5 %, F
¥ 6.9 . R H. pylor BIMERY 39 HIFEH 514
AR BHVE NI P 5 25 B, 4ot 13 ], E R
36 5 KSR Rl BERTE AREE 4 MAKRAHE
EBEREE B ZHREBRALERFROFF. &A%
IR B SR R 25 AR Bk L 3ml 47 B I 2 M 5E -
1.2 F#%
1.2.1 ZHWiE¥r DU HIER ZBr s, GG B Em
20mg bid, I EE 0. 25td, P REME 0. 20d. Fr iR 2 B, 97 #2
HREEFEH4ARTLEEEE.
1.2.2 FR0FE BREAASHKBEREENRRBEHE AR
BIRC & s BH BRI A48/ U KB A AR 4 H. pylori
EERERENRE 5T ER(Oram’s Y 1) \PCR =145
W3R R E H ARG LR T A HEE . 8 H.
pylori KRR
1.2.3 BRENOSHIE HEHBEHFRAMATREKE
W 2ml, FEVKHE P BHEE 3min, LA MSE #8175 5) 3 83 A B g
20s, 7 4°C K 10000g &0 30min, B i #H T NOS & 4
EAEREM., EAMLaAEAHE S B koow BH 3L KM
¥ NOS 15 #EME S B8 Feelisk & Nock FUIRFFIMUAB K - B
NOS fEfk L - WERAE RN - SRS E A M EL KM
A MetHb(2s I SERL) , IR KB & £ ik, 4 370 SR
UV -265 K5 EH 40Inm 1 402nm BT £
10min, BAEEELALE NOS T B UL EH T ERBIRF
AR, B u= nmol/min/mg & H -
1.2.4 MEEWREN FAmgEMeE A8htwRT
REBT R AT AL, A Be i IR R .
1.2.5 Hit¥EhE HERHATHEFEEZ)ER, A
T %8 Student ' s 856 , B EC X B R H Mann — Whiten 1 ¥
%,P<0.05 ®AEAGKITERE L.

2.1 TR HESF H pylori #rk %

59 Bili& shtk DU, & =BeJ7 87877, 57 Bl i%
HE.AEFEHN6.6%, HF 51 FIBEERKT H.
pylori, LRERF 4 86% ,2 BltHm K& & &, H. py-
lori HARMRER .

2.2 BAEE NOS &M

DU £H & K5 B NOS 75 Ml e 25 8 W&k —, 59 1
H. pylori FRYIE 201 DU RITRTG B KB NOS 1& -t
43504 83.49(12.36)u, 56. 38(13.89)u, B F Z a7
TEREMHER(P<0.001); gl 39 HI3E 8 51
THIEA R B H AR NOS &M 52.32(8.83)u, 5
DUSRITRHIL R LR E®HZRF (P >0.05);DU
HiRYT G H.pylori RERE SRBGH Z I8, BRE
MRBRH B R NOS iR 58.56(20.89) pg/mL &
THRERE 52.68(09.75)pg/mL. HXBEWZR(P
>0.05),

1 +ERREAHIEEHE NOS EHA T

54 TRITHET By P§
+ 4R (1 =59) 83.49(12.36) 56.38(13.89) <0.001
Hp & (2 =51)  84.00(10.76) 52.68(09.75)*  <0.001
FREE (1 =8) 82.71(17.40) 58.56(20.89)*  <0.001

u=nmol/min/mg EH P~ >0.05

2.3 ik § b ERE KW

DU H % & W R ERE LR INEK .59 6
H. pylori FRPEIE 1 DU 1697 R G B W R WK B 7 51
749.29(12.36)pg/mL.41.39(11.42)pg/mL, W&
A B ENE R (P<0.05); FEHMNE 39 Fi3E %
BIEEILAS B MU B RN 41.03(14. 12) pg/mL,
5DUSHEIFE BB ENEZER(P>0.05):DU
HIRIF T H. pylori IRERFE N 7E B WE S 39.83(10.87)
pg/mL BHEIFRT 50.23(11.37)pg/mL. FREFE A BE(P
<0.001); RIRFRA MK B WE A 52.86(10.87) pg/mL
ETIRYT AT 48.86(10.87)pg/ml, (H RS it 8 X (P
>0.05).

2 +TEMRFANESELERDE
R LE R (pg/mL)

vk IRITHT EEIfG] P
T BB (n =59) 49.29(12.36) 41.39(11.42) <0.005
Hp 8B (2 =51)  50.23(11.37) 3%.8310.80 "  <0.001
FRBEE(=8) 48.86(10.87) 52.8(10.87* ~  >0.005

P""<0.05
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FeimAE i NO 5MNERR, 58 X ol AA NH; 4
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T2 PR 2R A0 20 TN R SR L A 22 o0 R NANC #4%
B YIS CNOS 20 M 32 (438 0H DL 490 o) 84 e
RN EE L, SREEA(CaM) ff cNOS W 1Lifi
fe & /B NO TE AR, F8 i3 20 B B F 4
RPE AN, SR A A 1 S T BRI LB (GO BT
MK GTP—cGMP, 4 L8840 Ml Ay 550 K, F 18
FILER 7K, 30 /AR R 4 M A I P R T R R
MR L= A AR AR -2 EEERER T,
RIMF cNOS HI &, WnE /PSS BEFH
LIS F, EFHHLAE oNOS YRR FE, HEER G
HFMELE, MU R A B S0, e NOS mRNA Ffi Z
ook, A FTF NO B, B B RS B AY m iR 1§
I, AR AR B SE M, ) iR, R AE
PN K7 4 B R T R B FRR Bk A e B
T B A TR RO . T INOS fEE T S 4R
IR AEERT ARE, M NOS 1 FEK 5
TEH AR EERIHE Ca®" — CaM, H A X4
FREERR R B B9 NO, 5 (L i [8] Py AT He ™A B2 48 ffd
eNOS Fra ) NO & i T LA E . FEHE N EE
F IFNr . TNF.IL- 1,2 FERTH XM NI
K1 kB (nuclease facter kappa B, NF — «B) AY & &L
T, NF - «B Ei# iNOS, 1fi iNOS 4 1Y NO, X o] f#f
NF - «B B, e A E AR, EinEHAH
fG . A SCERIRGE . B NG - TR A R AR
B G (L — NAME) il iNOS, | o] £ il 2t iR AR 42
P R B EALY . Szentpali FRE Y L 7E
MR EVER T Bl F R oNOS FRIK, T iNOS
A B A A, AT BORE B 3 73 -

B SRA ST 9 NOS AR EEZ A F L R T
oNOS GEMRAK, M e 4 R E B B R iN-
OS. HHUIETLE H. pylor 5 45 B9 BT L INOS
KEFEFER, FEHARALH R H, — B
B FEERJG . INOS SUIFIR T R X 5 A e B0 45 A —
. 7E H.pylor PR s DU IAYFAT. B #EIE NOS
MR 83.49(12.36)u, BIT A A 56.38(13.89) u,

MEZAFEREEEZER(P<0.001), LIHEEE
B H. pylori FRTETE S DU RITRIE B E
W4y 5 R 49.29(12. 36) pg/mL, 41. 39(11. 42)
pg/mL, & Z WA ERENER (P<0.05);[H
BHIE 39 BlHEBR B HETHA A R B EMIEE W E R
41.03(14.12)pg/mL, 5 DU #iAIF ML L 5
EUHER(P>0.05), RAMEHRZMA S H.
pylori IR, B E W B T, REELE#HK
L, 5 E R INOS AR LA — B, IR
R HHE INOS B &, TTRES 5 T REMIE
L, % E MR EA R ER .
3.2 H.pylori 5 B 458 iINOS. Bk & e £ %
TR YUK ARG R T REH T L INOS X
BiIFSAR, SENRA S — 5 B, RAEMEER
ELEW AR AL, T BUR AE 40 M B 4R M B o
IFNr, TNF.IL - 1,2 fi/84E K ME B %, A
Mo EFRERESTW, BRTWKISL, SEHAMH
JERKBEE, KA FBRG SRR A A, T H.
pylori BV FHMEBW RS A HRE, 418
BrH.pyloriZ 5, MEBWRAIBERES, B
HMERIX, IF & H. pylori #)Eg, HAEHZEMRE
i M EHCES AR HEER NAREREE
HEREFHTHRENS G, KEFST INOS £
M. WALILER KA, BEE H. pylori AR BR FER
HRE, BRI INOS IR TR, B R WHET
B Bfe ZIEE KT, WH Z i 12 /A — 3, AT
WEBAT AR, HIL TSR R BRI -
NOS, ] HA BT H bR ML ERE, NS5 T 5
B, X BRI R A RGIER, 5CEikE—
B0 Tari %12 PFEE &K B, H. pylori B YL 14 A0
THM NO BRI 51 B R A FiE A
MAEAEI S, BAR H. pylori REH S AREREZ
] RS INOS BG4 B X, X AR5 RARBR A
BERBRIGAUURKEER LA X, 5SEREGEARIT
RHFIE B RY IR ST HE— P WE, & LA
TN AR H. pylori B9 [RET, 7T LAZEFEIN &I iN-
OS MZh , BB FEMER BN AR .
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