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[ ABSTRACT] BACKGROUND & AIMM: To study oxidative injury of lung serum and liver in different time in mice after
exposed to phosgene. MATERIAL AND METHODS: 40 mice were randomly divided into 4 groups with 10 mice in each.The
mice in negative group were exposed to room air and the mice in positive group were exposed to 11.9 mg/L phosgene
for 5 minutes,respectively. After 2 hours’ ,4 hours’,8 hours’ exposure to phosgene,all mice were killed.The content of
malondialdehyde (MDA) and reductive glutathione (GSH), activities of the total superoxide dismutase(T-SOD) in lung,
serum and liver were determined. RESULTS: With the time prolonged after the mice were poisoned , MDA content in
lung, serum and liver significantly increased (P < 0.05); T-SOD activity significantly increased in lung(P < 0.05); GSH
content significantly decreased in mice lung and liver in negative group compared with that of negative group 2 hours
after phosgene exposed(P < 0.05) . CONCLUSION: Phosgene can induce pulmonary edema and oxidative injury of lung
serum and liver in mice.
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B o Portasens 1 “UARKLIIAL, 52 [ Analytical Technology
ANFERE,

1.1.2  FEERFA MDA drifkfih . SRR ZR
M E.Merck /it o % B 55 #E G-250 4 Sigma 17 it o AL
BF R DY UM 5 2= I3 1 2 S AR — R . GSHL 45
TR T Eifg A= A 2R ARk v 1028 ) o A < b R
A BRA F A=,

1.1.3 3 % BALB/ C/MR, MMk, fAE
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LA 10 H o TE 50 B /N B BAA AR o0 R, e 2/ B
BREHFL T 11.9 mg/ LAREMES, BHA S
mino

1.2.2 #HRUE B85 2. 48 hy DNERIEBELE
I, 43 25 1035 , P e F MDA % 5= A1 T-S0D V& 1. 1l I HX
Jili A BE R, o AR B R AR K 1: 5 AT, 3000 1/ min
F0 10 min, B B3 E MDA T GSH % & T-SOD ¥
PEo MDA 2 &5 Sk AR I b 22 /R 5% 6325, T-SOD ¥
I R R SRR I, GSH K F ol R %%
Pio HEAERCR A DS g B,

1.3 SirEAE HiHz s Kon, VA
SPSS10. 0 Ze vt A AT Z AN LI 41 8 S — AR Al
YIBEL B ANOVA S Dunnett-t 1556 o
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T (£ 1)
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Table 1 Content of MDA , GSH and activity of T-SOD in lung of mice
exposed to phosgene (X =)

Groups n MDA(¢tmol *g™') T-SOD (U*g™') GSH(prgeg™')
Control 10 124.08 + 18.41 711.49+161.86 121.62+24.10
Phosgene 2h 10 157.84 + 64.14 870.65+266.98  49.13+9.25" "
4h 10 324.75+£145.26" 1 171.67+233.49" 22.20+6.10" "
8h 10497.08+207.64" 3 132.37+570.13" " 19.79+3.43" "

* P<0.05 % x P<0.001.

Compared with control group,

S
B

EHERR YR 4 b, /B T-SOD TP
A8 h TSOD WitEF 23 (K 1),

2.1.3 MS[REFEAFRBEDRFEAR GSH &
B BRYE)E 2 h JFLE, /D U GSH 7 & UK
TRes; 28 hJa, M GSH 7 & B K 2 Al K K P
(P<0.001, % 1)

2.2 AR HRFIN/DRIMLE RSB G

2.2.1 SEREF|A AN /DR IMLE MDA KFEH#
Wi 11.9 mg/ L MGG/ NS, M55 MDA /Kb
GG TE ST IS A] B B 2 S &R (r,=1.00, P =
0.05). JWL# 2.

2.2.2 A HF/DRAFEMN EX MLE TS0D &
PR RO S, IS T-SOD i K B E T
AW 2).

# 2 RGN/ RULTE MDA & A T-SODIE I K (X + 5)
Table 2 Content of MDA and activity of T-SOD in serum of mice ex-
posed to phosgene (X = s)

Groups n NMDA (mmol * L.™") TSOD(U * L.™")
Control 10 10.68 +2.53 43.97+5.58
Phosgene 2 h 10 13.01+1.93 47.62+5.13
4 h 10 13.89+1.11° 46.36+5.15
8 h 10 14.85+3.41° 50.17+5.12

Compared with control group: * P <0.05.

2.3 RREIN/DRFARKE B

2.3.1 XAEFJEAENE/D B MDA KEH
4 ARG 4 h N, NEATALZ MDA B3
POMEZESITCRENE, Y55 8 hy MDA JhiE (3K 3).

2.3.2 RABRFEARNE/SFF T-S0D 7 H
B MY 2 hy ANEUIT T-SOD T YR
4 h, FFURPRAR, 235 8 h, T-SOD ¥&1E P (£ 3), 414
IEH R B W) ) T-SOD ~FBIEERT 71 % (447.89:
630.12)

2.3.3 A EFEAFNE/NDNRF GSHEER
B AR 11,9 me/L TG 8 h W, NRUIT

GSH 7 S FFELFRAIG, X IRALAN R (3£ 3) .

#* 3 RGBT MDA GSHE A T-SODIE 1 (% = 5)
Table 3 Content of MDA , GSH and activity of T-SOD in liver of
mice exposed to phosgene (X +s)

Groups n MDA(#mol*g™') T-SOD (U*g™') GSH(ng*g™")
Control 10 220.38+28.94  630.12+69.98 12.55+2.20
Phosgene 2 h 10 271.06+45.08  743.49+96.76"  11.05+0.82"
4h 10 282.04+48.65"° 648.63+103.15 10.86+1.46" "
8h 10 296.69+41.02° 447.89+128.96" " 10.53+1.00" "
Compared with control group: * P <0.05, * * P<0.001.
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