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Al BHEREBYGELPOLEH T (n=28)
5] B )
U
0.5 2 7 12

maay AR 0.9310.27 1,0640.33  1.3330.435s,. 1.2010.4433, 1.3720.3234,)
(nmolMDA/ BIX " 0,9910,31 1,2040,483, . 1.08-+0,34 1,13+0.40°
mg prot) CRX o 1,0610,28 0.93+0.24 0.93+0,44 1,21+0,53°
aakay OE 2.71£0.58 3,5140.8833,  3.5941.393s,, 3.5050.9353,  3.5740.9745,,
(amelMDA/ BR " 3.401+0.9935, 3.45+0.9334,  3.13+1.08  3.48%1,04;33,.
mg prob  CR ’ 2,7140.97  2.714£0.74  2.504£0.54  2,69+0,91
I3 (amolMDA/ml) 4,0240,89 5,36+2.29° 4,77%0,.88 5,27+1,.80° 5.25+1,37°

& SOATthE:

*tP<0,05; **:P<o,01.

XL 4:1P<0,05; 44:P<0,01,

ﬁtpa\b\cﬁAsB\CEu —F'ﬁo
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il J:
2 2 5

A% AR 0.37+0,13 0,97+0.26° 0.84+0,17 0.97+0,.31°
(umolMDA/ BEX » 1,07+0,30°° 0,99+0,17°° 0.94+0,19°

mg prot) CKX r 1.02+0,29°° 1.05+0,23"° 0,95+0,19°"
SBIABK AKX 3,75+0,.83 5.34+0,22*° 4,68+1,11"° 5.,36+1.45°"
(amolMDA/ BX ” 5,37+1.856°" 4,74+1,17°° 5.211+2,48°

mg prot) CX v 4,68+1,55° 5,08+1,89° 5.82+2,04°°

If1 ¥ 4,05+0,61 3,13+0,53""° 2,71+1.,08°° 1.96+0.65°"°

(amolMDA/ml)
A3 H2REBHESODEMY TR (n==8)
15 B (b
5 B
0.5 2 7 12
s AX 53,36+10,72 47.67+16,63%4ab 52.85+17 83%ac 59,42+21,06 59,95+ 25,802 ab
IRNESES Aac
(4/mg prot) BIX » 61,32+12,44°° 61,85+23.68 62.74+21,12 69.45+20.51°
CK v 63,18+19;54° 63,62421,61" 67,36-23,34° 70,37+23,14°

21 (u/Bl) 11,01+2,46 10,4342.66 10.49+1,76 11,00+2,79 10,7242,40
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Relationship between Lipid Peroxidation and Cell Damage
after High-velocity Missile Trauma with or

without Hemorrhagic Shock
Sun Haichen, et al (Rescarch Institute of Surgery, Third Military Medical College)

The relationship between lipid peroxidation and cell damage was studied in 8
dogs after they were inflicted with high-velocity missile trauma to the soft tissues
of a leg and in another 8 to whom hemorrhagic shock was induced immediately after
missile trauma, It was found that after irauma, the lipid peroxide(LPQ) content
of the muscle homogenate and mitochondria suspension of the wounded region and
in plasma was markedly increased, and it had no tendency to restore to the
normal until 12 hours after trauma, The increase of LPO occurred earlier in mito-
chondria suspension than in muscle homogenate, In addition, the aclivities of
plasma crealine phosphokinase, acid phosphatase and cathepsin-D and of superoxide
dismutase(SOD) were also increased, which was in significant correlation with
LPO increase, The LPO content of the tissues of the remote regions remained un-
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changed, In the shock group, the LPO content of both the wounded region and
the opposite leg was increased, which was in significant correlation with the in-
crease of plasma enzyme activities, but SOD activity was markedly decreased,
The results suggest that lipid peroxidation plays an important role in cell
damage after high-velocily missile trauma and hemorrhagic shock, SOD may be
activated as a compensatory response, but it is usually inhibited in severe irauma
to result in irreversible damages, ‘
Key words, Muscles; Wounds and iujuries; Shock, hemorrhagic;‘ Lipid

" peroxides; Superoxide dismutase
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and degranulation of WBC were prominent fealures 24 hours after injury, The ba-
sement membrane of the endothelium was broken Type I pneumocytes became swollen
and deteriorated, The lamellar bodies of Type II pneumocytes were evacuated rapidly,
48 to 72 hours after injury, these pathological changes gradually ameliorated,

The pulmonary pathology occurring after bullet— induced fracture observed in
this study is similar to thal of adult respiratory distress syndrome(ARDS) in cha-
racter but much milder in intensity, Its prognosis is always fine, Most of the
experimental animals showed no symptoms or signs of ARDS, It is concluded that
severe limb trauma can induce subclinical ARDS,

Key words, Lung; Femur; Wounds and injuries;  Respiratory distress

syndrome, adult



