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WE:BH P B-Lrh B ( B-aescin, B-A) X KB B M AT (L/R) J5 B 4~ 3 1
AL IERIT AR AL . Ak 88 Hp B AEYE Wistar KB, BEHLAY N 2 41: 1/R X HE41F1 I/ RB-A Hi4k
P4, BAH /R AFER A (0,1,2 h) , WA U5 H F , Haglund 3453, 15 & /KR, 15 6 40 155 38 %
P B L B AR TSR, Mg TINF-o, IL-6 R AE L KR, BR ST ALK, BAMAn
o % RS 41 4005 AR, A K %, B A0 A, LS TNF- o, IL-6 JKSF-( P <0.01 ) K i b B 40 i
T REYH B (P<0.05) , MAAEFREHBER®E(P<0.05), £it B-AXM I/ R IEHE K
AR E A FCPLE AT AR 5 0 RAE 40 M IR T, BRI 1/ RS B 40 i 5 SR OB M 2 9 AR Y 2 EE 40 i 9
ToRA K, [PELEMRIFRE,2008,17(10) :993 -997]
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The protection effect of B-aescin for ischemia reperfusion injury of intestine
in rats

ZHANG Xinlai, LIU Taodi, LUO Li, LI Dexi, HOU Mingxing
( Department of Surgical Oncology , the First Affiliated Hospital , Inner Mongolic Medical College , Huhehaote
100059, China)

Abstract ;: Objective  To investigate the protection effect of B-aescin on rat intestine ischemia /reperfusion
(I/R) injury. Methods  Eighty-eight male wistar rats were randomly divided into two groups, then they
were distinguished by different time point after occurrence of reperfusion at 0 h, 1 h, and 2 h. We observed
the changes of the serum tumor necrosis factor-«, interleukine-6, the apoptosis of intestine mucosal epithelial
cell, intestinal microvascular permeability, and the survival rate. Results  The group with B-aescin
pretreatment was observed to have reduction of intestinal histopathological damage , and significant decrease of
Haglund scores , intestinal microvascular permeability , intestinal water content and the level of TNF-a and
IL-6 (P <0.01), and inhibition of intestinal mucosa cell apoptosis ( P <0.05) and mortality rate during
36 hours (P <0.01) compared to controlled group with I/R after reperfusion. Conclusions The {-aescin
pretreatment could protect the intestinal mucosa from [/R injury, and it might be related to suppression of
proinflammatory factors, reduction of intestinal mucosa cell apoptosis and decreased intestinal microvascular
permeability . [ Chinese Journal of General Surgery,2008,17(10) :993 -997]
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JV 32 G ol 7 VE #5145 (ischemia reperfusion
injury , I/R, IRD) e R A 4H R 2 — 72 A ™ 5%
ge Q105 PR B | AR E I RE S A 5 i 0 e
WA REEENEM O E R
th IRT BE S C B 1A i g, T A 6 IRT M
HOXF 22 B O 9 5 0 7 T 1 BT 5T 4R OE B, TR
AT A R 8Ok B B L, R AR R R LI R B iR
Tt A F S L O AR T R —
By #mhsy, b2 mmame? 7
& I — b 2 i s 25 B SR B B A X B R
PES o, 4 Fr 4 M B RS 2 Ve BT IR B4
B IE R OB VR B ORI RS . A B
5% B--£ 5 A ( B-aescin) Xf 7 1/ R J5 I % ik
f G 0 15 T, 9F 3 o WL IL-6 i TNF -o (1445 1k 2
% %% 5 #2000 M ) 1 3 0 A AR 1 HAE R AL

1 MBI IE

1.1 Zham. il F =R

B-aescin My 111 7R & it il 25 A BR 2> W) 32 41 59
FHZ8 0B K 15 % BC R 0. 5 g/ mL o FY It i 73 A 4 dly K
HOLE R A4 THF 5 T $2 it R Bl IL-6, TNF -«
e 5 T IR W R 3K 36 ( ELISA ) 5 50) & ey Q0 1 1 7
AW TREARA A AL, JF3CHE (Evan's blue ) 3
MW B b E 2 AR AL G A R AR (e R
SR | Epics - XL I 5 3 2% 41 1 5 2% 1] Beck-
man Coulter 2 7] 4 77, VICTOR3TM 1420 £ 1 fig
KA Wy g e Perkin Elmer /% %], Beckman
DU640 #% M & H 70 A B 5[5 Beckman 2% #] .
1.2 zh¥a4dA

88 L {dt e I M Wistar KB, % 6 ~8 Ji, 1K
H 250 ~280g (NS R s sc i b 248t .
WBERL ST R 2 A : o FEHE T (1 R) X B ZH
I/RB L A7 8 (B-A) 25 W) Ab FILEH (B-A ) o
g 2 e 0L i P E R TR N R A 3 A, B
I/RO,1, 2h W4 ,B-A0,1,2 h W4, 4T 4H
n=8; 520 FUBEHLA 2 418k 1/R Al B-A 4l
TAFRLE: (WFRA: 5 20 A% X R
VESSTF, A5 IS BOAXT) o
1.3 h¥EBENEH&E

PN E o B e e SR T A S W I T
B 12h, AH KK, 5% F M (100 mg/kg)
TS RM S TR A T IR EE M E PO, R
e A 15 1M A8 e e P i & IR B Bl Bk (SMA) AR, L
7N KR LRI RIE NN 7B | 23 oI A = I
ORI A AR B R OK 2mL o 2 4T B ki

90 min, 90 min J5 Ji Y) 1 JF i #4 & , SMA ik &2 4
Bl AR RS B i A AR AL, s E il /R
BERS R T, SR, 2 414 ) T RS e O I AT
30 min ] 25 F5 # Dk 1 5 1% GF SO VR 2 ml/kg
B-A WAL I . T/R B IML AT 30 min S 5 9 U A
30 min ¥ B-aescin 1.8 mg/kg, P 255 & bk 1 5,
X B[R] IR 4 T AE A R K . T 2 43 ) AE IR
a0, 1,2 h i BEATHSURME & 4G . B 40
WEE AWML Th g (I n=10), HH#EF 1 h/)5
PEATHSURKE

1.4 WNERRTZE

1.4.1 kFEMbhd LR ERT AR
FAE RS . BUEE Treitz )77 10em &b /M7 6em
I B A R S B T g T A 2R, W B Uk T, O
3,2,1 em 3 Bt W3 em B'E T 10% H S b [ @
24h, 11457 3 BrEBCE MO B A A E L U R, 95
AR -PH4 (HE) B¢ 5, ,5 um Y1 7, 1E 400 £
(HP) BT W4 6 LS/ A5k Y] /. R FJ Haglund
PSR AVE A g 36 68 45 45 B2 0 o Haglund F 43
BRE =0 4 TE W B MR 1 43 #8720 T
RS 2 o BT IR R E 2 4
30 EE R HEBRY R, B Rl 4 0k b
B 5 T A JE P e B, RS2 45 S Ay Ay 4R
AR 7 5 6 23 SR B0 7% W1 0, B 40 I 45 97 5K
7o R A RGBT IR B W 8 a3 Jy [
AIZIT IR A A5 9 20 O L B o

1.4.2 magmeR =% BER2 o B/
9, 8T 70% S IE E 2 by SR TR /D B R
B 70% £ P 2k ) Ab BE R K A b g BiF 5 BT R
Beckman Coulter 23 &) A= ;= [it) Epics — XL I Y 37 2 40
JHEASCAS: 00 iz o JE 4 O T R

1.4.3 makFELEd WERL em B/, 7
B RFFRIRE ARG E T 110 CREHMMLRE 24 h 6
HGhra TH, PR BAR S KEVC) , AL
KR =(IBE - TE)/IBE x100% .

1.4.4 mhg@ddhibs S8 L% my
R SCRVIE 5 i R AT I S, 5T FH 28 1R /K Al B SC
B B 0. 25 pg/mL,0. 5 pg/mbL, 1.0 pg/mL,
2.0 pg/mL,4.0 pg/mL,0.25 pg/mL,5.0 pg/mL,
8.0 pg/mL,10 pg/mL,20 pg/mL, £ ¥ & 5 %
W& , /] Beckman Du640 #% B2 & 1 70 #74% 620 nm 4b
2% 2 R OD i (O % B2 1) I 22 il b ol k.
B [ H #B 6 em N2y 1 em (F5fT SMA K 5
A PR K EVE T ) B T W BEG 3 mL 1 37 C 3
W48 hJ5 , M AL IHE OD A, I AR 405 A o ith 2k #6255
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Wk SRS S 110 C L $ KT 4
BEE 240 R E & 5 0 ROP AR E, 3 — iR
J T, AT E SR . S =R x3 mL/
T,
1.4.5 i IL-6 % TNF-o 3R JE M 2 B %05
Pk®il 3 mL,4 C F# % 2 h,2 500 r/min & [
15 min J5 B & & T Eppendorf & N, it A - 70 C
UK A8 R FF A o BURR AS J5 ™ A% 4% TL-6 J¢ TNF-
oELISA 207 & 5 7E A0 F2 Ut A B A . 4 S I )
fiti % H | Perkin Elmer 1420 £ 3 fig 7 W X 7€
450 nm ] 7 B o 5 AR AR OD fH . AR 8 F5 #E & OD
ML K 1.3 504 2157 2 0 br o ih 2, AR
it BE 9 OD A T 580 3 X I A v B2
1.4.6 AfFk&k WHRBRITEGFRLE.,
1.5 HitFaE

K SPSS11.5 it 43 # #4421, 11 5= % %
KRR+ bR (3 £5) R, 4R AR AT

1 VR MR A2 (HE x 100)

R PRI BOR B RS Haglund 359F 75 HEAR
FHEE A5 0 (A1 BE Haglund 235>
0h lh 2h

A5 n

VR(XHHE) 8
B-A(IHIT) 8

5.77+1.71  6.49+1.34"  6.24+1.71"

3.90 £1.63% 4.14+1.58% 3.89 +1.53%

1:1) 5 I/R Oh WAL HHK, P <0.05; 2) 5[HE &% VR 41 b4,
P <0.05

2.2 BEREARATCERE

3K AT /R A4 K (21,45 «
5.98)% , (25. 89 % 3.52)% Il (20. 44 =
7.01)% , B-A 44y 5]k (10. 44 £ 2. 83) %,
(11,11 £2.95)% FfI1(8.12 £2.22) % ,B-A 44
I B fi b 5 4 J 0 1 RS WY AR T R Be /R4
(P<0.01), [ B /R 20 45 0 B4l g 8 1% 1,2

KR J5 22 53 it (one — way ANOVA ) 5 2 {7 32 L AR
JH X B0 46 56 (log — rank test) , P <0.05 H 2R/
Bfagit#E L.

2 #F R

2.1 BHREAAREFETWL

I/R 40 B4 Zh I 5 s RN
9% i i B8 VA BRI, R o v B 40 R B A% 4 i 3
M, BETEEY R, R SEAAESE, EBAm
FYak, WAk B W, O I B E A 2 L 1
1,2 h 4 HE T 0 h 24, B-A & B B2 &6 IR A
E A WS 7 A Sl A SN T L 1 ) )
R 40 IR L B A i G AR i, BR AR AZ R /R
HHI B (B 1 -2), Haglund 34 1/R £& W 4H
E T XN B-A K4 I/R 4,1/R 0 h T4
PEAMEF 1 h#2hF4(P<0.05),1 B-A3 4
WA 2T TEI ¥ (P<0.05)(F1),

h T 0h 4, B-A IR 44 I i i 2 15 20 g
MR, ZREgItEEL(E2),

R2 PFRHETEA AL R A -5
T VLA (9 B B A IR T (% Jx = 5)
0h 1h 2h

415 n

VR(XHHR) 8
B-ACIfIT) 8

21.45+5.98 25.89 +3.52" 20.44 +7.01V

10.44 £2.83% 11.11 £2.95%  8.12+2.22%

H:1)5 /R Oh WA R, P <0.05; 2) SR & /R 4 i,
P <0.05

2.3 BEKELE

JUAE A — AN A K BRLAG o 5 K 36 AT — s
e 5t (H 1/R ALK B A 4L A K R T R T % X
B-A 4, B-A 41 % B W &k R U8R AR
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(P<0.01); B I/R 41,2 h 4 /K% F Oh
H(FE3).

R3PS B S KA LR

AE 842 005 )5 6 40 I 4 %0 AP S B S o M ek
HABE, WM HN V/RBG(F4) .

x4 B-AXTKRBANMAE EENE LB (3 £ 5)

- . FREEA BB S KR (% v £s) 5| no JHHAPCIRES E(ue/g. v £s)  PE
0h 1h 2h I/R(XIE) 10 451.47 £51.96 <0.01
VROWE) 8 84.8+13.24 87.72+17.78"  88.38+29.82" B-A(JBYT) 10 256.72 +21.90
B-AGHT) 8 82.4£16.22%  82.38+28.787)  82.70:19.62%

1) 5 VRO h AL, P <0.05; 2) Sle £ VR 414, P <0.05

2.4 EHAOEBESEEILR

N /R JGHSCIRIE B E T80 2 B
P4 A, DLk a5 /N B B . 1/R 40 g 4 4L 4
B EREN(451.47 £51.96) peg/g,B-A AN
(256.72+21.90) pg/g(P <0.01), %W B-A

2.5 MEIL-6 1 TNF-a iR EH Tk

I B-A LI TE IL-6, TNF-o Y& FEAK T X
MBS /R &4, 1/R & 413 IL-6 Fil TNF-«,
OhZHMT I h M2 hiSH, 2ZRARIT¥E
Mo B-A 41 IL-6 A1 TNF-o 7K5F,0 h 41K F
LhF2hiffd, 2R TLHRITFEL(ES),

x5 M IL-6 F TNF-o ¥R FE E

KB TE IL-6 MREE (X +5)

R TNF-o e (% £ 5)

0h 1h

0h 1h 2 h

I/R(XFHR) 8 152.64 +54.25  226.17 +57.54"

236.78 £51.06"

109.97 £10.94  179.99 £25.92"  182.86 +31.78"

B-A(HIT) 8 73.03 £35.92%  88.70 £37.25%  93.36 +41.58% 67.47 +8.25% 69.38 +7.41% 75.24 +15.30%
1) 5 VR Oh WA H#, P <0.05; 2) 5[AE s /R 4l H0#, P <0.05
2.6 AEFEELE . .
R = S 0

22 1l Kaplan-Meier A= 77 i1 £k, 7] WL 1/ R 41 1 it
5 B-Aescin ZH 1Y BE WY , U6 BH B-Aescin ZH 1Y 4k 17
RETFTI/RHA(CP <0.05), VL T B-Aescin
AR AR (ES) .

0.0

T T T T T T T T T T T T T 1
02 4 6 8 1012 14 16 18 20 22 24 26 28 30

A7 ] (h)

3 PR RAEAT

i IRT & — >+ 4 B 2 b #, I/R 845 1)
s B AR BB D o R 52 4 BT, (0 £ 1A IR AR AR B
P05 5 R AR R, DL RGE SR TR R 2 1
240 6 IR 40 0 T T o T A A S ST
7B O o 1N e G L1770
B EEHLHS . BE M /R A LA 5]
Jry R AH AR, i N A0 TR RE R R AL S R T S B
U5 1 A E A J5 R 40 B DY 7 BT, 51 SIRS DL K&
MODS'" "B FIE T M /R B 3BT S A
Sy B AR B8 1Y £5 5 10 0T LA B/ T B HE 1 AR
WA ABEs B R R ATz 0 MR
B-aescin 3 4b PR IR,

IL- 6 F TNF-o & — 2H FL 4% B Wi 20 i . N 2 4
ML A A Ny, R BE S S T, B 40 5y
fb, Hasm A AR A (NK) 20 i 2% 5 58 40 it , 42 iF
TEWESF TR . X LB A 5 AT B R A R K R
ML, A JBE ) 2% A 9 D) e 2R LR BIL A R RE S N R
— RGN A G R o T OB R AR LV
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TOFEMB) , ENTEA R RN RN
AR miEN; 400 BREEMERET
IL-6F1l TNF-o ¥ B 5 % B g mf, ol S 8 44
SE o FE L/R 45 O A, 35 A i B 41 i 2 TNF
M EZORIE ., RN EN FEE A Z2A K
B WA M A AR, N A 7 A TNF [ ER
Wl AR RE /R, I 1/R J51L-6 Fl TNF-«
KW R T (P <0.01), 5 Lane' ™ | F I
SR AR — S WA T B-A LT, 1I/R JE I
% TNFa, IL-6 K4 I/R 408 B RS (1/R 415
B-A ZH XN I SR, P <0.01), 475 B-A W]
Ml /N 1/R TNFa, IL-6 ) 2 35, 40 il 2242 & 1
FH O 42145 B 09 45 % DA KB Ak SIRS

20 B R T SRR AN R T R AR T, R R R
il A 20 B E B SE T R B 5 B AN R T 4 M IR A A BE
T ALBUEL /NG /R J5 M 5B L4
ML P TR W B (P <0.05), 457 B-A b3
JG 2 B S TR R (P <0.01) , REIB-A
CIEIPAN 17708 VAt TS Q7= v e e
i E 4 BN B oh e LR S /R S N B 18 Z AR
Fi o TNF-o & H 5% B A0 40 0 19 B3 2 F AR
Y2430 T 22 BRI F, R B T AR R a2
Vi 1 o S 0 b 5| 40 B 0 T R Al i I
ARSLEZE R KRB, B-A A B B B TNFa (1 7K F-
(P<0.01), fH B-A J& 7 fig % M g8 T 5 K A 9
¥, 0T HE— 2 SR U B .

AR B KRB, BT B-A Al A KRR/
URPIMG . B-A 4b FE AL 45 0 41 B 41 23 05 3 450 5%
Haglund B4 % & 7K 3 DL K 6 40 I 45 38 o5 1 35 2
FART AR IR A& WS WA (A P<0.01),
M H TNFa, IL-6 /K °F L & # 18 7 IR 4
(P<0.01) , #2751 B-A AR A% T U5 M 4h
1 DA S HL o 3 B A A 29 4 1 A0 B TR T R Rk
T il 2 G %oF /0 g v A 45 o L LR AT RE 2 i T
B-A Ul B b R A0 B R T, WU N
W i — 2B, 2 2E /N I T Re K 2, A Sl IR B
/N R RS B 5 OS5 BT B L R IR B A il A 58 B
N T X (=l I ) N R - G ]
Gy i UL K i i BT FR G il 58 E A T O 8 R N L
H G Ay SIRS Fil MODS . [A i 24 3% fiz 38 1fn 37 , Wk
B RORE N, TR B B 3B D) RE S BT A B 1/ R #5455 K
TE PR A E B E RO, AMF R R BR B-A W]
e VR B KRAFR(P<0.05),

ABFTEIE K, B-A B EA X /R 41
WRifEH (P <0.05) , fH i AREULHA B-A T I/R

SR 2] G R o AN SR P s AT AR
/N i B AL 1A BB 1 2, {ELR G A R — 2 5
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