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HEY By TP BMBREERROINAREEARELBEREHER. HE H32R
Wistar K BRI FREH S AS A SR 012 BAH MEXRNE. RASKEHIELHELPS) M E
B ABMESER, 912 A THHER 1 hMB 10 mg/kg 912 ¥ 6 ml; #h ZKHA 4 FiE§f LPS 5 B2 5t
0.5 mg/kg XM I ml, FHATHES 6 h RRRBRBONALHEIRK AL BEME OV AEER KR
ATP B . B S 4L W 5 1L B8 (SOD) A BEH Bkt b 8 (GSH-Px) BH R _B(MDA)S&. R SxH4
b e, B R 4 0 L4 B 28 Bk B ATP 88 .SOD.GSH-Px B#TE #3198 Z /5 (3 P<<0.01),MDA S BRHEHT
(P<<0.05), GHIAILI 3,912 ALK (k¥ ATP B .SOD.GSH-Px 1% ¥ B 8 # fm (¥ P<0.01),MDA & #%&
B B > (P<<0.05) ; # K441 {5 ATP ¥8.SOD 7 #: 8 B 7 % (3 P<<0.05),GSH-Px FE# & MDA & #
ERERHEBLGYP>0.05), &t MBENAKROCNAREBEREIHER BT F2F 12 WA LK
BONAREN ENELRS.

[x@iAY BREE; LIHRG; KB HEKBHBEERE, FH 12K

fE 4 #S . R285.6;R256. 2 Xk IRIAEG A DOI:10. 3969/j. issn. 1008-9691. 2010. 03. 011
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[Abstract] Objective To investigate the effect of 912 solution on enzymes of myocardial mitochondrial
antioxidant defense system in rats with sepsis. Methods Thirty-two Wistar rats were randomly divided into
four groups: control, model, 912 and dexamethasone groups. Intravenous injection of lipopolysaccharide
(LPS) was applied to establish the rat model of sepsis. One hour before the model establishment, 6 ml of
912 solution (10 mg/kg) was given intragastrically. Immediately after LPS injection, dexamethasone
(0.5 mg/kg) 1 ml was injected in the dexamethasone group. Six hours after the model formation, the rats
were sacrificed and their cardiac muscles were taken away to prepare homogenates from which myocardial
mitochondria were picked up. The kits of colorimetric method were used to determine the activity of
total-ATPase, superoxide dismutase (SOD), glutathione peroxidase (GSH-Px) and the content of
malonaldehyde (MDA) in the myocardial mitochondria. Results Compared with control group, the activity of
total-ATPase, SOD, GSH-Px of myocardial mitochondria were obviously decreased (all P<0. 01), and MDA
was significantly increased in model group (P <C 0.05). Compared with model group, the activity of
total-ATPase, SOD, GSH-Px of mitochondria were markedly increased (all P << 0.01), and MDA was
obviously reduced in 912 group (P<C0.05); in the dexamethasone group, the activity of total-ATPase and
SOD were remarkably increased (both P<(0.05), while the activity of GSH-Px and the MDA content had no
significant differences (both P >>0.05). Conclusion In sepsis, the rat myocardial mitochondria appear
impairment in energy metabolism. The Chinese medicine 912 solution can reduce the oxidative injury in
myocardial mitochondria.
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medicine 912 solution
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1 BR5AE
1.1 FYHARERH & 32 Hif# Wistar X
B, K E 200~260 g, H PRI B A YA R T L REY
M, WENRTFREG V4 A, 848 R KA
H 2K BAZE#kEHIEZ 5 (LPS)4 mg/kg FI{E
MR N RAR SR EEE K12 B4
FHEM 1 EE 912 B0 mg/kg, HEE. S,
MNE% 6 BRPHHMR 6 ml;H KM AT S LPS
JEEDZIEEST 0. 5 mg/kg # KM 1 ml, BZHEME
6 h, 31 ¥ 0k Bl SIRS FRAECN H R R D). 4L FEH Y
H& O RZOR AR .
1.2 RUBHERIE.BRELCELNHRASS
¥, % F %W E GSH-Px, B ATP B.SOD &
HHM MDA SR, EAEHHBERERAEY TR
FETRGE, T HE UL HERE.
1.3 Sit$ b A SPSS 11.5 it sk, X%
BREUHBEHFELE GEHER HEENELER
FBR RS, 4 E 8Bk A LSD #,P<<0.05 %
ERARTFENL.
2 & R

RIGHRER, 5x RH L, HAH.0UHKE
Lhitk 8 ATP 8 .SOD.GSH-Px E#: ¥ B T &
(3 P<0.01),MDA S B B F & (P<0.05), 5
BRI 3,912 %4 & ATP 8 .SOD.GSH-Px ¥
HHHEBAR MDA S EEHE T M (P<0.05 K
P<0.01); X4 & ATP B§.SOD ¥ # 3 ¥
BFHE (3 P<0.05),GSH-Px,MDA % % X %4 it
28X P>0.05),
3 i

MEFEREENPREBEICOAENTERT
FH AESX . AREFEEIARMYBRE RO
MBEERE.ONERRBEERUROCINERRA
FEAIRKBESBLOERGRHEENH, 0N
BERAHEERESFHXEIH. CNAERE &
BONERBRENEEZHR ERARZIINEER
T, HAZRMRENAE KR ARABRESNE
BEHREGH,RYRABMERZLN PO, 21

F1 HERBEANONABER KRR GLs)

W 90% A LR ATP ZERRiR A R, RPLRE T
FAABRERKE ATP, N ARAZEMHILER
MEREMERTE.
3.1 MEBENHEAKHBREBNEN.IERTE
RS EFET LIRS ME. FEmF,
EELBERLNEIBFEE—EBHWEHED,
FEHEVHERG OB KRR, 5 Z.0048
H 2R e B B B T L AL R4S, R B R B AR B
ERL KRG AREGREALBEETR  AadE
0 B8 B i AL B B 1 2 U] (i BB AR 43 A A1 3
ByUOGERALBBENBALELYH—-SHE,
550 JUL 40 B 20 0 4k R 55 40 R U R A R B E L, T B
EHER, BRLSBONARERNANENTEHS
FZIER SIREZEEIIERANERAHER.

BTEYEARNFEERELEBER. G
FEHREABREREREMAN. EEBEREST-F
BRFDETH, NTTRPRBERBEHRG R
PHEERR . AN ERSF RS EHERATRZE
Bith. SOD AfHBREEAE T H h &, ¥E MDA
FHEE RPERRZEARE;GSH-Px B/
FRERIELXEATEAY  HESTEHLEBITER
PHERTERAI A EBERIEALE  RPB
WEWZEES, GSH BN A EYPHEEE
ARAN.Q5FYH FRARME=Y R E RN,
BRESYELQUELELERERNTEKZEYD
HELMWEH FEHEBETHESRAMEMAAR
BESREC SR SRR KA,
MR EREBRGHER.

LB p, EA 4 SOD,GSH-Px E#HH B
T B, 3= BA e T 0 B K B0 UL 40 R Rk Y AL
BB/ TR MDA S B F 8, 1 87 b 3 iF 80 AL 4E B
BETRESEARN. BRRALBEHRSEK
BEARREAEURGHWEEZ—. KEERON
BB B R 15 B 605 T BB R L T R RS B0 LR 4 B AR
AFHE. KNBEHAIEREFTIRMERRE
EREANZSRFBLONRGHIEEEER. 8 F
ATP HERMARMERAAERZE MR AN XE
Ry, ZAEANBEREAHERS
EHENEBELTRE X,

ATP 85 ATP f & 1. W IR 4%

HIThRE . 4ERp B B I FO 40 MU AR
37 5 8 . 4R R 40 L 14 BRURD 48 B

= B ATP B¢ SOD GSH-Px MDA
asl Rl (U/mg) (U/mg) (U+min~!*mg~!) (nmol/mg)
pog:ce:| 8 9.08+0.93 96.18+25. 34 92. 95430. 34 0.731+0.16
A 8 4.8241.65° 66.32+ 6.44° 49.48+ 3.41° 1.40+0. 94*
912 WA 8 8.20+1.90¢ 87.424 2.46¢ 65.88+ 2.10¢ 0.8740.18°
KM E 8 7.00+2.04° 82.22+ 4.88° 56.174 5.81 1.1540. 30

pH H#EVHX.

55 R4 H 8, P<0. 05,°P<<0. 01; S5 A 4 4% ,<P<C0. 05,4P<C0. 01
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PARBRPER . ERMS YL RFFTIUEE 912 B
EREORDNFAUBEAR BRRERAZRAREA
FEIERETEERRY, TRBEEASHLAEK
(LVEF), R @A¥RENE REHAEHERR,
EENMTERERBENABANTG & LPS
ERMAUHRERNIBPEIZBIAER.EMK
REMRAETRERT 1, P 912 BWERAR
fABRGERS UL ENELERRE,
PHIEE U RE R Y S BB A AR B
ASREEH B KA, AT A iR R A=Y
MDA KJ4E B, R LB RS WA ThaE i ST R4,
MmitkE H*-ATP & RIEH. AMRBR,FH
912 ¥ J8 97 4 SOD.GSH-Px # 1 # 41 7 & , MDA
B B R AR, UL 912 MW T AR 3L PR E T B il
Ex ARG, 3O RRBAEE —E W RP
fEA .

3.3 BEREEARFIEMA - BERERRRERAL
e ERRNRERTHEH P REREEH BERR
BESOmMEEBOHTEI.OMHEFR
—EHhAEMAPRER CELBHEROF.L
nENFHERRBREBEF 4 ZRE; OK
FILEBEZENILZBENERE. FHRPE
R, 5EMALE, M EKNH L ATP B.S0D
EHFARE.GSH-Px EHR MDA S BXHBER.
% 58 b ORI S MR RAEN R B, AT B
Be Rt EALH G, RA LR PER MEENHE
R R E BENONASRGNERAHE.
BAEPIREB, K 7] B B R R M 5 E B A
3 B R 58 B F-a (TNF-0) 7K F R 0 BE 35 47, R

35, o B 40 Ha B & AR U R 8, &R B F SOD.GSH-Px
KB ATP 15 T, MDA S & AR . $%4 912
VB RT Al o R 4 B AL B, B0 K T A 5 A0 L 40 B
BERH. MERMEXFLCPZ 912 Bt ALHE
BAR AN EALBRRPER EXRAEHE.
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