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ABRAEE S HERS TR BRI ALEL
T A BEE JEH T U RSN

# E ARAFHEAFEomin, L, . BALMDAGIHEE BT 55 (P<0.05) , O,
IHE‘ 5. Rﬁﬂ*RSOD”Rfﬁﬂtﬂﬁ (P<0.05) , {84147 SOD R MH (P<0.05) . K5k

Oy . 5. . BALEMDABEA S (P<0,05~0,001) , ﬁLHﬂ%ﬂT =R ASODPIR
f;‘l’i?‘rﬁ:-'ﬁb, L il %j?PSOD WHERE. KRS 4h, sAMRTESBEALMDAAZER
(P<0,01~0,001) , TISOD HEFBMH (P<0,05~0,01) ., LEREFARIFERLERNEEH
ENBURRTELENERT & £0HENESRG, Ehildh, i, BRELERR, A4
NRESODE HE®RERMH B Z .

XA KT, IRFE %%%is IR, BELLLE KR

ASLBEERN —M BN TN SREEH Y d27E R B 3 Ik Je B 78 f i i 2 i
%ﬁwﬁb.ﬁ.%.%‘%5¢$$%Eﬁ&%ﬁﬁﬁ%mm RIBHEXARNEFRAK
ML, @dWEnY, WK, L. . 5. . BA S W8 (Malondialdebyde,
MDA) AEMAREBE LY B LE (Superoxxde Dismutase, SOD) i A93%E®L, #—
THANFRAEHEY BRI ESREARANRG ERMBRGHFE, NFEESODFE®NE
ey, URERBEEAFRATRERBPEEATHMEX,

1 #RuNE

Wistarf k28R, B@#kg, HE218+108, HIS AT 44 HHRA (N=17) , £50.5.
$# (N=17), fhie"dl (N=7) Mfkm4°H (N=7) , el aisEfizh, BhikK. s%XEHZ
MR (domg/kelkE) 5, HEAETRE L, SEVHREY, BETR, AHHKIE 5 BOE
WS IE. sh¥4 B HRWL (Boou/kgfhk®) 5, BREKEARHE. colil®EE (01,B,, ftx
Y HRIGEITRD 3me/kg (RE GREImg/mD) , FKHMBREEMRNEERA, IRAE. RS ER
10', 30'. 60'. 90'. 120', 150', 180', 210', F240' ZhikMF:. HFHEIRNIBREBEFEK Pl
B3, BmMEEL. . 8. it BHAHMNEE XER. XRAHPMNRBRKIEALERE K, TFIHE
PR EANAR M, HMRERSEA,

ALRMFEM DAL B RIE & Fletcherghgt (3, #5R4rHI1Linmol/g B &M Hfnmol/ml 7R, M
¥, wmhEMAASODEFEH-MNE AR TS EWE (Sigma) , RKFFs (Fluka) foLuminol (Jk3Ify,
Ty HRIELIERS, HFG-3008 R NNME L CRE, ZRMy/mELE R, IEABRUEE
nEHRILEE, DERREREBMP-HEBRRERMEEENILAE.

TR VTR tudent SRR T TR LB ERUBBEHEE (X2SD) &R,
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LREANERERERKOENTENL. 24hRISHHIET-RATSY (6/8) .
fhsifasomin, MRAMK. B-WHERE REWPBAR (P<0.05) , MEMMHBREBIKTE 2hHEE
‘EREANEESABREG
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xﬁ? Kk wn sh Wf;.zh l’k.ﬁdh
B2 &£MDA#$SOD# %1t

8 (P<0,01) (¥1) . KES2h, m¥EMDAHEHE(P<0,01), HmSODAB T MH(P<0,05),
m¥%SODKk /5 4 R BT (P<o.01) (H2),

hrfE3omin, 0, B, BHES MDA B BAE (P<0.05) , k%G 2h, Bl Fi. BHSR
MDA}, . SHAMDABBEBAE (P<0.05~0,01) , k15 dh, s 44 GREARA MDA FEE
# (P<0.01~0,001) (F2) ., tk3E/G30min, BRAY 41 41 SOD TS (P<0.05) , L. FF. B, B4
HSODHRALWTFHE (P<0.05) , ARG 2h, L. BHLASOD T, hFifs4h, O F. 5. Bi. B
AMSODH LR EME (P<0,05~0,001) (F3) '

Al fflsk, UM, B-HABSg TS EL

¥ R4A th30.5°4 Kyiz 4 I
$.E (mmol/L) 2,7510,33 3,75%0,53* 5.9411,32%%2 7.49%1, 528
MR (u/ml)  19,76+3.52 22,84+5,67 31,87+5,90%*4 39,0115,07%¢
B-HE MR R R (u/ml)  802+176 1466+392* 1957 + 397%+* 23141 4120¢

* RSN HAMLL.
AR5 SR fEMtE.

*P<0,05, **P<0,01, ***P< 0,001

4P<o0,05

A2 S$B7FwHBMDA (nmol/gRE4K) ¥ E4L

b R k520.5°4H thyiz H 344
L 0.801+0,211 1.311+0,299* 1.618£0,245%%4 1,94310,331%4%A
I 7.89210,869 8.42311,875 10,247+1,955%* 12,787 +2,543%%*
=3 1,44510.301 1,52240,443 1,879+0,331¢ 2,256+ 0,457%*
i 0,319%0,317 1,987+0,315% 2,51440,401%%*28 2 94510, 4144
7 0.799+0,194 1.10810,207* 1,40740,387%* 1,987 10,281%¢%44

* 25X REMLE. *P<0.05, **P<0.01, ***P<0,001
AR 4L ELL. AP<0.05, 24P <001
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A3 &BTmMESOD (u/megdd) Tk

¥ KA R30.5°4 RrEze4 R3i4 4]
L 90,874+7.48 110,42+10,78* 87.66+10,0143 61,87 +7,52%%%4
g 115,67 %9,48 134,8749.11* 141,58 +£10,08%* 94,8048,17%%240
5 109,44+9,87 131.83+10,42* 129.77+11,42* 89,461 7,24%%444
fif 96,661 8,44 80,54+8,69*% 70.0616,42%%4 59,761 6,42%%%4
% 64,521:7,42 81,88+10,87* 74,8848,42 50,11+6,14%4a

sEENRAMLL. *P<0,05, **<0.01, *#**P<0,001
AZE4LEE ML, 80P<0,05, 4AP<6,01, 423P<0,001
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ZUABRARAHE G AN SRS RERR, Hble, M. BHAZERRE, K
w“iE2h, B BALMDATHBETXMMEME. BEARF4b, s AMMEREHURMDAFRE
BE, BRAAHEERNFRETIE P EAEGIEHLBRGO T Z M &k, A%
B BRIMAET & ESBEHLNEY SOD M5 J, SOD w4y kst ot Hit
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IR T YRR I3RS, KRE/E30min, O, BF. B, BHARSODER A,
RRVUARERE o R JIY58, HE &I 48 MDA 4047, BRIF. B4 O, B
ALSODMREMABIHAR U ILIER & BRRGHEE, hRfE2h, REF. BAR
SODMEREHEF &, BF. BALKMDACH B, il BARSODEHB TR, £
th3ifE4h, 5ABEHALSODAMNE FHe, IRTHURTEIRE & B3 8k J17 2 ZMABOR,
MiHASODER/MA LI B FHET M, HE RVHEM A3 — P it,

M 3MDA, SODH¥ M SOD REHFHRECE, BRAEEY, PARRRBEARLA
MES M, MEARERZEARA S, ~HEXPLLBROREYTERE, B-HHEBE
BEREFERGFRBR. DX0-HEEERTHMBRERRENSEAE, Es—S 8T
P ARSI 40 B AR B AR RS R 15 I A T

AL REY, HE BN 0B LR B0 7 B % 4 R AT I AR R 1
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WEFSNR IR g B ST BREE G X Bh AL s BRI B 5L L 1R 055 W RB R A — g 1R
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Lipid Peroxidation Injury to Vital Organ Tissues during

Endotoxic Shock in Rats

Wang Jianghuai, et al (Research Institute of Surgery, Third Military Medical College)

The contents of malondialdehyde(MDA) in the heart,lung and bowel tissues
are elevated (P<C0,05) and the activities of superoxide dismutase (SOD) in the
heart, liver, kidney, and bowel tissues increase compensatively (P<(0,05) except
in the lung tissue 30 min after endotoxic shock oomparing to the controls, The
contents of MDA in the heart,liver,kidney, lung and bowel tissues are elevated
(P<0,05~0,001) and the activities of SOD in heart, lung, and bowel tissues
decrease except in liver and kidney tissues at 2 h after shock, 4 h after shock
the contents of MDA are elevated markedly (P<<0,01~0,001) and the activities
of SOD decrease severely (P<0'. 05~0,001) in the 5 vital organs, These data show
that the lipid peroxidation reaction mediated by oxygen-derived free radicals
causes the tissue damage of the 5 vital organs and the peroxidative injury in
heart,lung,and bowel tissues occurs much earlier than the others, The activities
of endogenous SOD are depressed during the late shock stage,

Key words; shock, septic; free radicals; malondialdehyde; superoxide
dismutase; rat



