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WERE—-EARNOR-MEEMRENEHE,
RITZMEYER . BREMARGEST TXEAREN
aF . X—WEFFHRE T HIE 2R3 &R L
FERER A Z A E AL, TR NO i S a8t S ai
FHRUAM, BORNAEF 4 A BT R MWE NO 1 2
452 B AR LR NO 246 e,

1 BEmAE

1.1 #HH#ERE 54

¥ Eierman F ¥ & 218 8 . Wistar KB EE 200 g
ER MRS BENSN OMBACH, n =8) . B K
(100 pl/kg) b ¥, QHEBB G A (OA A, n =40): HEL (100
pl/kg) B ., SLNNA 4 FBH (OA+LN, n =40);3 4 mg/kg
LNNA B # Bk i 55 .5 min /& H B 25 R B 45 . OA 40 f1 OA+
INAXSHNHEIE 2.4.8,16.24 h B #iE, THRISHMAE
AEY L BREEALF—T0C,
1.2 FEARMEK

S AL A BCH-BUE B W T 2% W2 iINOS A1 cNOS &4 . R H
E¥RYREMEFHAMBENS G BRAEREABRT.
NOSHEHLUESHZREBEAE NN H-MERK fmol HER,
i fmol « mg™! » min™',
1.2.3 MALR_EMDAWE
RS & BERRBBEST.
1.2.4 J6H LA B8 H 4L P B (Myeloperoxidase , MPO) i £ il
W BRERAFNER0.2g, MAE 0.5% HTABGRL+
AREEEZHF A PB & (50 mol/L,pH6. 004 ml, kKB 4]
ROBAEBE(Q00wW,105,3 KIF,4'C,2 000 g B.L» 45 min, B
F# 0.1 ml JlEe MPO 3,4 u/g IR,
1.3 %itFam

TR BEL T+ s #n, 3 A EXCEL %45 SPSS it &2
FALBAT t BT,
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2.1 A NO; /NO; # T4k
a4 A NO; /NO7 REF .2 h B 53¢ A AR £ 3

1.2.1 MERT WM E (NO; /NOT KM E™ ¥ Greiss WRBEP <00, B 4hBBECP <0.0D.RAEEHT
W, % .OA+-LN 41 48 NO; /NO; 5 OA A8, 55 B € . 5
L.2.2 MAR-FALEABNODHWED  [AHH HGE Ah RECP <00, WE 1,
®1 HEMALRNO, /NO; EBE (mp/nmol - mg ' EH)
Tab 1 The changes of NO; /NO; in lung tissue after injury (72s/nmol * mg ™! protein)
Postinjury time (¢ /h)
Group n
2 4 8 16 24
OA 40 0.27£0.11" 0.8240.29* 0.75+0. 051 0.294-0.19" 0.38+0. 35
OA+LN 40 0.2040.09 0.4740.16*88 0.4140. 24" 0.26+0.12" 0.21+0.19"
C 8 0.144+0.04

* 3 P <C0.05, #% ; P <C0.01ws C; A« P <C0. 05, A/ P <C0. 01 ws OA
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2.2 B INOS FEEAL B.Z2HE 24 B ER/TXHEA, OA+LN 4 F4H A iINOS

HEMEARINOS EHAEAT.2h S HAMREFE EHEARLTFERKFE.BS OA H#HE. FHMAEBRE,H
HEE(P <00, HE4hREHE(P <0OD.REEHT R 4h RHECP <00, RE 2,

£2 HEHBEINOS FELWN (ms/pmol - mg 'EH)
Tab 2 The changes of iNOS activity in lung tissue (#2g/pmol * mg ! protein)

Postinjury time (¢ /h)

Group
2 4 8 16 24
OA 19.41+4.25" 55.41+16.28*" 25.48410. 80" 21.28+11.35" 24.33+15.67"
OA+LN 11.9545. 45 16. 18410, 46 00 9.9847.52 L8 8.36+5.52% 8.911‘5.. 2748
C 9.8+7.50
%+ P <{0.05, % ; P <C0.01vs C; A: P <C0.05,/A\\: P <C0.01vs OA
2.3 MR NOSHEHRLTL LN#H cNOS EHBATHEHR . ALKIT¥ER . L% 3.

ViR AL cNOS FEHE#IFIER KL, R BHK. OA+

®3 HEMAL NOS EFHXHTH (mp/fmel - mg ' EH)

Tab 3 The changes of ¢cNOS activity in lung tissue (/23/fmol + mg ' protein)

Postinjury time (¢ /h)

Group
2 4 8 16 24
OA 1.2440.65 1.12+0. 64 1.1440.53 0.96+0.39 0.931+0.78
OA+LN 0.9740.66 0.9340. 82 0.89+0.41 0.7340.30 0.31+0.38
C 1.5440.93
2.4 HHEL MDALEEL REF, OA+LN A AL MDA (B ERELHAF. AR

i HS MDA REHE.2h B R B E (P <0.05), OA AML.BEARMTH.4h. 24 h HEEHBE(P <
4hFBHECP<0.0D,URARTHBEE . HE 24 h HMEMR 0.0 . HR&RMENBH (L <0.05), AE 4,

®4 HEHEAR MDA SR 0ns/nmol » g 1)
Tab 4 The content of MDA in lung tissue (/25/nmol + g~ 1)

Postinjury time (¢ /h)

Group
2 4 8 16 24
OA 4.19%2. 48" 8.4742.91* 4.4141.55"" 4.6142.35" 4.03+1.56"
OA+LN 2. 460, 614 3.32-41.3324 2.66+1.152 2.88%1.052 1.9940, 4488
C 2.5940. 87
*; P <C0.05, xx ; P <{0.01vs C;A: P <<0.05,AA: P <<0.01 vs OA
2.5 B MPO #EHT 4L (P <0.05);0OA+LN HMAL MPO M/ T OA 4. K

iR A MPO EHEMAB . H/E 4 h St BH W& BEAhEREBEL <00, HEShEREFRBE (P <
ERBEP OO .WMEEWH FTH.24h BB EEHHEE. 0.0 AFE S,
LNAZYHAR MPO B ENG 4 h SXEHL. £R 8%
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®5 GRMARMPO EHMTL(ms/u-g™H)
Tab § The changes of MPO activity in lung tissue after injury (ms/u<g ")
Postinjury time (¢ /h)
rove 2 4 8 16 24

OA 6.51+2.21 14.54+£5.13* 13.03+4.21" 8.98+2.69" 5.98+2.19
OA+LN 7.54+1.73* 8.91+3.6822 6. 9743. 3380 7.10£3.59 6.1912.66

C 1.93+1.57

% ; P <C0.05, % ; P <C0.01wsC; A\ P <C0.05,A\A\: P <C0.01vs OA
3 g MBEAARTHHEEEL, SRR, [ EMBR A,

3.1 LHBBRGEBFRAAEENO M4

AR AR A5 B 8, KR4 R NO,; /NO; R F+
H.iE 2h R E, MEREERS KA N,
24 h BEFHKFE, LNNA FE B K M5 6 72 P
NO; /NO; # & &, 8 NO; /NOy S E2d THE
HNO F=A S FE 552 o NOS WEHERA T R,
BALSEE, W INOS HHLH T M NO; /NO; &
BN SRE, B LNNA g% 45 5 iINOS &4
HE, BaGE NO BRI & RS T INOS B#E .
ERITH.

il 4 4R 2 1k NOS J& ¥ 09 40 B 1R £, 1F £ 40 fu BE
2 ik cNOS & ¥, X F ik INOS 1 $£,NOS 1 4 41 iy
MEREERE THRGEREME M. INOS b4t
B NO 88 J1 e cNOS 38 %0 T 4% . Berisha® i B 57 %
H, a2t IES NO L, XM NKE T
Ca®™ ,#2/R INOS IEHA FH NO E2ERB T A
R .0 B8 cNOS il B34k, X 7T 8E 5 i 47 45
T HNMR I RREA X,
3.2 NOEWABREWAN XA

TERARM. ARG RS MDA M4 S
NO; /NO; #2846 — B LNNA 5] p9 34 NO g3
5 5 [F] BF I BB B AR 301 B 45 05 1 2 o 7= 48 9 MDA Y
SR, HANN L NOET cGMP W, 4
R P9 45 B 7 860, AT TS 4E AR A 4 NADPH & 1t
B, R AREREHFAHERSES, FH O, K&
BEU, HAME,INOS A A EH b HEERE
HOCERERES O AR, mR—H INOS gimH,
NO 4 Bl 2 9 /] B, OF @ 2>, it 1/ ONOO™ 7R f&
%, & X E THH NO,O; 3tIFH 2 R4 .
3.3 NO 52z amp foiy”

HAMPO EHMEMFERBOIB P EZEEA

fEBEE NO P24 g3 &, il 26 41 MPO 1S Y IR 7 & 5 31
B G713 78 NO #9380, 0] B 4 28 MPO 35 HE R A
R R NO B 238, 7T 8 8 i 3 %0 8 i A B
# HL o) 388 n PMIN A i 40 B9 “ 0417, Tschiropoulos™
W, AR T R R A A% PMN g imATEER
i NO BE B 44 5 .
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The changes of NO and its synthase in the lungs during acute lung injury

in rats’

Yang Zili, Wang Zhengguo, Zhu Peifang (Research Institute of Field Surgery. Daping Hospital. Third Military Medical U-

niversity, Chongqing,400042)

Abstract Objective: To investigate the changes of NO and NOS in the lung tissues in the early stage

and their possible effects after acute lung injury. Methods: The rat model of acute lung injury with oleic acid
was established and the content and biological activity of NO; /NO; .iNOS,cNOS.MDA ,MPO of lung tissue
at different time points after injury determined and the effect of LNNA on NO production and its relationship
with NOS.MDA and MPQO studied. Results: The content and activity of NO; /NO; and iNOS went up,
LNNA inhibited the production of NO and iNOS, also down-regulated the activety of MDA and MPO.

Conclusion: The production of NO free radical went up after acute lung injury. and played an important role

in the development of this injury.

Key words acute lung injury; nitric oxide; nitric oxide synthase
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A case of tuberculous peritonitis complicated with giant retroperitoneal

abscess and umbilical fistula
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