FERESF 2010 F 2 A% 39 55 44 411

-
S ES RN B RGO R R

MiFA,imekAe L,k ok
(EREHKXFWES —ERMSIH  400010)

 E.BHH HKTRAELABOMD)REMN A FEZHRMG(LIRDGIEH, Fk Zifsh R EZER. ¥ 322Ka
SR A 3B (n=8) 4k o Fi# 20 (I/R 40, n—8) ,OMT # # Mk % 25 2 (OMT-1 28, n—=8) .OMT £ A 3 Bk % 25 28 (OMT-2
48,n=8), MM ELISA 0 &0 F# /& 40,80,120min 7 F] b 18] & M 20 2% F B 9% 3R 52 B F-o(TNF-) | & 28 oA~ -8 (1L-
8) . & mAA-Z-10(1L-10)4F ; A TUNEL % ml & Aot 2m it 8 = (AD 5 B AR 4L 28 45 & 2 3R 46 20 (IQA) 4 43t OMT #f LIRI
MARFAER, R I/R4A TNF-a.lL-8 43 & T Baf OMT-2 4, 2 F H %43 ZL(P<0.01),5 OMT-1 A4z, 2 %A
%3t 5 & L (P<<0.05), OMT-2 48 TNF-a,IL-8 43 {&F OMT-1 41, £ % H %t % & L (P<<0.05), OMT-1 £84= OMT-2 41 IL-
104FHEESHTURA, ZFA % FEL(P<0.01),42 OMT-1 44&F OMT-2 48, £ F A %t F & L (P<0.05), $h &
#iE 80min & I/R 48 ATEB 8% F OMT-2 40\ *F BB 40, £ A %3t 3 & L (P<<0.01) ,OMT-1 284 OMT-2 28 IQA % 1/R A ¥
BB, £ F A FEL(P<0.0D), & OMT #F FMALF 1L-10 Lifl, %A% TNF-o IL-8 X 4 B F 69 = &, Ip 5 A6 2m
R RK R R, R A M LIRL,

% SR A B e B R BRAS s BALE

& 43K 5:R365. 563
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An experimental study of the oxymatrine to attenuate the lung ischemia-reperfusion injury
CHEN Shi-feng, JIANG Yue-quan, ZHU Bing
(Department of Thoracocardiac Surgery, The Second Af filiated Hospital ,
Chongqing University of Medical Sciences, Chongqing 400010, China)
Abstract: Objective To investigate the protective effects of oxymatrine(OMT) on lung ischemia reperfusion injury (LIRI) in
rabbits. Methods
control group(control, n=8) ,ischemia reperfusion group(I/R, n=28),OMTI1 group(OMT1, n=28),OMT2 group(OMT2,n=28),

lung tissue sample were recepted at 40min,80min, 120min time-points after lung ischemia reperfusion. TNF-a,IL.-8,1L.-10, Al (ap-

Models of lung ischemia reperfusion injury in rabbit were used. 32 rabbits were randomly divided into 4 groups:

optosis index, AD and IQA (index of quantitative assessment of histologic lung injury,IQA) were studed in each group. Results
TNF-a,1L-8 in I/R Group were significantly higher than those of the control group and OMT2 group( P<0. 01), but in OMT2
Group they were significantly lower than those of OMT1 Group( P<<0. 05). IL.-10 in OMT2 Group and OMT1 group were signifi-
cantly higher than that of I/R Group (P<C0. 01), but in OMT1 Group was significantly lower than that of OMT2 Group( P<<
0.05). Al in I/R Group was significantly higher than that of OMT2 Group and the control group at 80min time-points after lung is-
chemia reperfusion (P<C0.01).IQA in OMT1 Group and OMT?2 group were significantly lower than that of I/R Group(P<0. 01).
Conclusion Oxymatrine can protect against lung ischemia reperfusion injury in rabbits by upregulating levels of 1I.-10 and down-
regulating levels of TNF-a,IL-8,inhibiting the alveolar cells apoptosis and inflammatory responsive,attenuate acute lung ischemia-
reperfusion injury

Key words: lung ischemia reperfusion injury;oxymatrine; TNF-a;11.-8;;11.-10

i 454 11, 75 7€ 73 $51 455 (lung ischmia reperfusion injury, LIRD)
T AR B T S0 58 e R T B0 WL R S S T
Pt F R Z — . PRSI0 5 B 0 R R 4a R
M 5 ATH AR A 2 T G A D T A, AR S 6 7 P A LIRT A
B, 2 N2 %5 5 E AL ¥ S Bl (oxymatrine, OMT) #E 47 i,
i P61 38 3o T fi 2 20 o Ji 98 R B8 TR F - CTNF-0 |, 41 Bl A 228
(IL-8)  F1 48 ML A 3 -10(TL-10) 23 H7 » filf ¥ 48 i 9 14 £ Capop-
tosis index, AD Flfiti 51 7 20 41 2 %€ 1t P-4y 48 £ (index of quan-
titative assessment of histologic lung injury, IQA) F)Zh W %L,
BT OMT Wi LIRT A9 1E F KL
1 #MRE5FE
L1 # fEEHARKER 32 B KE 2. 0~2. 8kg(F K
TS AR S S I & 1R s OMT (R & = LB i A 25 b A
B2 ) 7= i L5 < B 25 97 H20041843) . TNF-a, 11-8.,11.-10

R £ (R T A A AR W R A AT AR D), 40 i O Tk N &
(Roche A A= i) 4§,

1.2 SEmik B 32 HRARBENLS R (DXRA (n=8),
ACFF Mg s ASBELWT AT ] 5 (2D Bl FE0E 9 21 (1/R 4, n=8) , A2 fili 1]
FH T 40min J&  F5 22 FHETE 120min; (3) OMT T4, # 4 2
YA P4 BB DK 25 25 4 (OMT-1 4, n=8) F1 22 Jifi 3l Ik 25 24
H(OMT-2 H . n=238) , V43 5| T 7 Jifi I TR BT AT 10min A BH B 72
Jifi 30 ik IS 25 H 3 5 35 A OMT 150mg/kg, HiAx[E I/R 41, &
B8 Ymashita 28 97 36 # 3r B i T ESUGAAL, OMT-2 4
R T B K A 24 L & R 2 55 D) 1 D)0 0 R 7 il Bl
kA4S I FEBE WA 1T . TR P (1mg/ke) . BRI 40min J5
PV 40,80, 120min J& £ W] 8] £ UG 41 20, IR R il 4% 10904
U . F ELISA #2: %2 fiti 40 U TNF-o, IL-8,1L-10 % &5 H
TUNEL LR AL, 45 50 W7 o6 55 0 58 4t i A% 2 45 i e 8
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0 4l B T R s Ak ED R OB BE (X 2000 BEALIEEER 5 AL,
AT= PHPEA0 %/ S 40 Mgk < 100 % .

1.2.1 IQA“™ AR ] AU T 214120 Tem® K/,
FH 10% H RS2 . ALY A, HE 3. &k b 6 /BE (X 200) bif
MLERIL 5 AT, IQA = i 16 9 &1 40 i/ v P L 48 i 2 A~ LA -
B A5 475 T 6L 450/ it o6 40 < 100 %%

1.3 Seit 5 R A SPSSI5. 0 48 it #4347 48 i 2 4>

B SCUe RO L ot s FOR RV IN R O7 20 A K. LA

P<0.05 NZESFAEGIT¥E X,

2 & S

2.1 Jlg4id TNF-a.1L-8.1L-10 Il &

W 1~3,

*x1 EHHEANEEE AR IL-8 kF
T (pg/mg, 7% )
205 n 40min 80min 120min
popiisEitl 8 0.2340.01 0.2540.03 0.2440.02
I/R 4 8 0.494+0.02" 0.4740.04* 0.5140.07"
OTM-14 8 0.32240.02 0.360.02 0.3540.01
OMT-24 8 0.28+0.04** 0.30+0.02** 0.31+0.02~

“L XA OMT-2 4185, P<<0.01; " " . 5 OTM-1 dl L4, P

<0. 05,

F2 KEARERESHALS IL-10 kE

4 (pg/mg, 7£ 5)

205 n 40min 80min 120min
popiisEitl 8 0.4140.13 0.45+0.11 0.4640.05
I/R 4 8 0.24+0.01 0.26+0. 02 0.25+0. 02
OTM-14 8 0.344+0.02" 0.36+0.03" 0.35+0.05"
OMT-24 8 0.5240.20"* 0.56+0.21** 0.56+0.19°~

"5 TI/RYL.OMT-2 40 0 R4 L8, P<<0.05; 77 . 5 I/R 4l 1k

&, P<<0.01,

=3 EZHARE R ESMELR P TNF-o KF

T4 (pg/mg, 7t s)

251 n 40min 80min 120min
X B 21 8 0.474+0.05 0.45+0. 04 0.46+0.05
I/R 4 8§  1.4740.25"  1.43%+0.20%  1.45+0.21"
OTM-141 8  0.9140.23 1.194+0. 25 1.02740. 20
OMT-241 8  0.7240.20"" 0.760.21"% 0.7640.19 ~~

5 OMT-2 B4 #, P<<0.01; " " . 5 OMT-1 4 L #, P<<

0.05,

2.2 AIWE W3R 4,

x4 SHEREMBESR ATELR(%,7E5)
251 n 40min 80min 120min
it R 2 8§ 11.414+2.05  11.5742.02  11.36+2.13
/R4 8§  17.6842.41%  20.6244.72*  23.404:3.21"
OTM-1#1 8  15.0442.31"* 16.2643.27"* 17.1843.01"*"
OMT-2#H 8 12.744+2.41  13.1042.24  13.28+2.85

*LOMT-2 40 R4 i, P<<0.01;"*: 5 I/RAHE, P<

0.05,

FTHREF2010F2 A% 3955 48

2.3 IQAME MWFES,

x5 SEATEREEIOA LB (Y, 2ts)
251 n 40min 80min 120min
it HE 4 8  14.2744.64  14.2744.91  14.20+4.74
I/R 41 8  34.264:2.91"  47.654:5.94*  51.7244,21"

OMT-1 4 8 20.7443.63" " 22.12+6.05" " 28.3744.03""

OMT-2 4 8 16.2443.17 18.2245.65 22.29+£3.71

5 OMT-1 4 .OMT-2 4 SRR 4 b #. P<<0. 015" * . 5 OMT-
2 e, P<<0. 05,

3 i it

ARSEYG T S T A LIRT AR A, I3 i 3h 25 00 22 304 40
it PR = 7 i P 3 Ao R v £ R VAL 40 B f 45, 5 R R
WiE A BV LB T/R 4 TNF-o, 1L-8 & B2 Fh 5. 1-10 K
S B R . 2 W0 TNF-o 11-8 25 7 fili i 453 42 78 v 4 4 &
Gt RS, TNF-o 11L-8 25 Ay fili 34 15 15 400 %% e ) B2 301 i 46
PR T, 76 I 412U RE R 3h h R HE R EAE Y. TNF-o B9 R
JHCAT O 22 T8 A% 10 40 L 14 o e Mo 240 L P9 Rz A B 3 B
B 23k, AR 1 20 B 2 BT 00 A B0 I A RE L S 1 4 i
PERIIN, A SIE S B BN, /R 41 IQA A8 B B T H Al 3
41, R WIAE LIRT 450475 2o 72 v il il e 40 P08 3 01 52 40, Tt ofe o 3
W R AR P 20 B A 2R AR 0 — 25 i il 449G

OMT & ]\ 25 vh 42 BUAY A8 9 B, BL A P ad . 3+ %
A SRR G E PR ERR G M YS . AR SE A R
R OMT-1 4 .OMT-2 4 IL-10 & & 71 & fl AT L. 5 /R
2 LB 22 WA L BB OMIT Xof e ofi 5348 33 il 4 7 v R 5[]
ML TL-10 A 6. TL-10 £ —Fh N IR Pk 2 D RE 48 e
il P L R AR DI AR 4 IR F R e TR T RS A, 1L-10 AT L
AT R AE R F TNF-o, 1L-8 7= A L4 B 30 i o 1 ez 240 i 332 i
RS IR B2 007 . A B 53 45 1 (7 7 B afn P IE 120min
B, OMT-1 41 . OMT-2 41 AT{EA IQA ¥IME T 1I/R 41, fili i 1
U o TV PN A T A B B SR W b IR 4 B B R T /R
A, RN M LIRT 5 2 b 2 e v M bl s
iR 405, Xu ZE- 46 OMT ] fii i 12 BH W7 i R 1k p3s. 14l
B PSR P L B ) TNF-o 3058 7 DA 06k 28 i 451 475

S22 OMIT 76 il fife i 7V v 58 2 v w] LA o0 BH 0 b 9 41
He T TIL-10 B9 3k, 0 0 Ml G i 57 PN B2 200 I 483 40  fof i 72
I RN 8 22 A% 1 A0 M AR 2 41 TP B BRI T TNF-a,
1L-8, $2 i 4L 2B 5 L HU Ak U A0 A5 00 551 A 3 40 9 1=
W) Z2 88 VR 08 LIRT, RS2 IR 45 R 5278 OMT Jiti 8l ik Jm)
BV (OMT-2 4D iR 3 8O- T2 5 25 (OMT-1 4D, 4
LIRT F R B3R 416 T 7 8 i .
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3.2.2 RIFMIRBEAL SRR TR M4 2UE R E B R0 )
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