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B OFE KL TIENEE SRR GRS N 2RI e (Polymorphonuclear
Leukocytes, PMNs) IFfEg /AR, M¥MMEARSE REZSEMGHEILMK (Broachoalveo-
lar Lavage Fluid, BALF)HgRit481b4y (Lipid Peroxides, LPO) fLiir=#KR —& (Ma-
lonyldialdehyde, MDA) & B FEL. & RIBR, INFmMPMNsBE AR SR T~ £H
B ENN, SREGF4h, shikikfl, RERINRD, MEMDATLBEBEHTREKHE,
HESPMNs HRIEM G ARV THEERL, WHASIKMBALFPMDAZEfE24hM 8 IE %
BRI, XENSI R, 5 RRPMNsi gk 5 e B E L i e X B #T T i1t

X olf, e, ErhEAmi R, dRMEERE BT

€17 Wi ok % Ak 22 0% SNA fn PMNs O 0R (g PMN s A FUR BURIE | B R
AR pige L g LPOM s ALSR TN HG Y. BAMARERXTE WM FPMNs
EHR S MR LPOE LR RM M. AXRBMETT HEWkM FPMNs BHE#E
5 3 LPOZ (L M Yy 26 R 1L T i AR 8RR B AL R T i o

1 # 8 5 75 &

1.1 Ship g8

fkEa2skg~q1kesiE, MULORABA (41 2> HGE (952 « Bs—RTH M0 B Mz
BiEE. RGANYIERE L ZMREG A3 BRE . 1. 08RERMBIER KRR & F it ~EKRAR
%7, $¥EE2m, REEEF1644t22m/s, REEAEE1395-138), B8 B 1558 R8T 4Y. GRBREEAEREK
B. /BIFEGRT, B/G1h, 2h, 4h, shfn24hiEhfk M2, ABRARITGIN HEHRKGH.
1,2 e L #%

AR, el ESmIF RS 3 k1A 0.6mmol EDTAR40.01mol pH7,269PBSi# k.
WBALF, .0, 8 LEMMDAREASE.
1.3 PMNs s &~ £ 202

H#EHE4mIm]l, ARESLESESPMNsEAHank s 4 x 10 °41fe/ LEOPMNs Bk, &
REEMRIEIIRT5Y, AEATIZY. HHEBNES BStossel M HIHE M E (Nitroblue Tetrazo-
lium, NBT) 2 3¢yeEmefmeEni. RIS MA0 1mlfaimiEmMo. 2ml 1,5g/LK BB, HEX B
Hank'sik i BB L8, £ AHank'siE =0, 6ml, 37CKBHBEISminfS 4 BIIMA0, 758/L NBTo,2
mlfIPMNsE#0.2ml, 484, 37C/KE30min/F&EMim]l 1mol HCIR LK, 140088 Lr10min, 4=
BHKBE R — RIE& BN ZH ¥ 1ml, 85T K¥&15min, 14008%.L10min, ERE BT FAKEEZAD
580nmOD{E., ME %,

=

NBT % & g:%y%ﬂ“ 2 (amol NBT/107PMNs)

#H, 0,8yPMNsiH%0,8%x107, 2580 81cmHAFE—AODME1ml =<5 & FENBT AR, 2R
LFRHEO. SemFE Hlem B RH B,
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1.4 LPO#ym &

FYagi:O M EMFMBALFHILPO, HOhkawal® kil E MM SRMLPO, BHERM T 2R
Lowryﬁ}a
1.5 %3t

e R HT g o0, BEUBEMBEELE (xts) EFR.

2 # R

2,1 PMNsi# L & 2 4§

TEHPMNsH T B & EENBT# & 521,542, 3nmol NBT/107PMNs, H{5EZE B, 4hik i g
HUiae273% (P<0,05) , RISEE T, 24hEMEHaiKE.BFSENMTNBTEERG N 146.6
+15.3nmol NBT/10? PMNs, #5/E% &, shikthfd % 15 31 #1 173% (P<<0.05) , REZE ¥ T
e, 2ahRIEHRIKE (BH1) .

2.2 2 XLPOR A 5PMNs/e A F L EHN XA

MmFLPOM )3 44,9425, 9nmol MDA/ MRFEAH, GiIEZEE MM, ah KEEA 5 5580 147.7%
(P<0.05) , SAEES THE, 24hMHEEGATAE (H2) . MFLPOZHEPMNsEE E A4 RE
LIRIAARR A %090,57 (P<0,01) , SPMNsRIBTIEMHER™4BT/L MK REYN0,.33(P>0,05).
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Fig,1 Changes of the amount of supe- * Compared with before injury P<0.06

roxide anions of PMNs (%)

# Compared with before injury P<0.06
## Compared with before injury P<0.01

lung 2.3 ﬂ?‘iﬁﬂg’\ A #‘f"BALFé’JLPO
& 1901 O homogenate % %4125 ZLPO516:52 nmol MDA/
3 0] B F T g Pr, B f524h J5 % 982-k488nmol MDA/g Pr
] (P<0.01) , EEBALFHgLPO & % 26914,
é 0 r'b amol MDA/g Pr, 5(f24h/5 /57314408 nmol
Z MDA/g Pr (P<0,01) (& S) .
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BT i PMNs e 2 VPR R 5 21 34 6 OK0% B9 2542 PMINS AL v 0 — 553 0
SRASRGMEEREZ~, TG4 R KT PMNst I RE® . A LR
NBT 435 3t 240 % e L 2 8 28 S B A B B 05 J PM NS : 7 2 B ) B
M, ABKURE S BB T, 24bME BITRIAKT BRSHNMPMN A W iR 2
BT RBINEE, [UGESh, X — R I 5 5 R Sk 05 /5 6 SR PMNs TR bes s,
B FPMNSTIAEIE MM, NTTMET MEDBTI6E: RN EEEASBRAM, SHET
BSHABU R AR o % — R R PMN ST Ri HE T F e, PMNstl 2 552 W 168
BB BT IRSE, T AR W U0 5 Ak B RN 2 — 3IBREE (L
R B2 AU AT PMNsty R % 1, (EPMNsTRIEThAe 15 4 R A R
HE BEAARGEEATRE R ERARY, SRR TLERR, HERL
05751 B AR PMNS BB BN 1 %507 B 44 06 SRPMNs IO i H WS, PRI B I8 MMt
HETFRE,
3.2 2 XLPO5PMNs

M LPOR £ HK I, MAGREREEARA, (1) A5 445 h &
RAVLPOREHS A% 1, 0t P 0 41 0 SO0 B 855 A5 ML R 7 2
B SRR S R RLPO, BHBAML: (2) MM, iRk A FRB R
EREMAN (GEERPMNs) R bR SR S D A2 LPO® . B BTak 61t
Rl LPOR WA R %, AR BN i i LPO L B3 H 4181 (A S 1 77 LPO
% HAR—B, HESIRLPOR A Bk R A B Ward PA™ 55w i %3 10
S LPORY 2 fi 71 R B 3o B 4705 BU2S o PMNsitis FREE ML 0 TR K R
R, FEARBUR S LPORPMNS B 4218 b 50724 B AE I L AR B A 6L, T ELBE B A3,
AL BB 1 L PORY 25 {71 it 2 52 PMNSBE i b L B 6 0 96 7 SR 81055 AP MN,
OIS, 1 R L R O e T LU T i R G s (B, 46K 5 1 i S
R R MD Al B AR B K LPO, & 200 M T eI % K 3 A 0 W
A TR B
3.3 MR H05 R i AL

HFEAIN S, ARDSREEERIEMIF LML —, FHEY, PMNsEIMR £HR
BOK RIS H R B A 5 ARDS I R B B I R D o EAR D5 Bt B LI B
ERAKRPMNSRERMM, R SHEHNREH X, AXRERER, KA
ot 24BN AR R MBALF g LPO R 388 4R B s a3 B, SRRAR 15 e
B E AR, AT RO 5, K 6 S PMNsiE RN 9 R 8 A0 04T 5
%o BAKRTIME i PMNSIE b AR B 36t BT I F e, (BASIES, & @R B1
Fedbif, Hif B RN T K RIGPMNs, PMNsiET$05 BBRRA Y, FIHH ik
RIEHFSRRAGRG . B0, Wit E A ROR B OA T B R B R E 2
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Effects of gunshot wound on lipid peroxidation in plasma and
pulmonary tissues and amount of superoxide anions released

by PMNs in pigs

Zhou Jihong, Zhu Peifang, Zhou Baotong, et al (Research Institute of Field Surgery, Third
Military Medical College, Chongging, 630042)

Abstract The amount of superoxide anjons released by polymorphonuclear
leukocytes (PMNs)and malonyldialdehyde (MDA) level in plasma, lung homoge-
nate and bronchoalveolar lavage fluid (BALF) were determined in pigs after
they were inflicted with gunshot wounds of steel-ball pellets, It was found that
the amount of superoxide anjons released spontaneously and after the stimula-
tion of zymosa was increased and reached the peak in the 4th and 8th hour
after injury respectivelys and then returned to the preinjury level gradually,
The changes of plasma MDA level was similar to those of superoxide anions
released by PMNs, MDA level of lung homogenate and BALF was also signifi-
cantly increased in the 24th hour postinjury, In addition, the relationship
between PMNs function and lipid peroxidation in the plasma and the lungs was
discussed,
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malonyldialdehyde



