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Fig 1 Simple compression apparatus.
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Fig2 Histopathology of skin in control (C) group under light
microscope( x400).
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Fig3 Histopathology of muscle in control{C) group under light
microscope( x400).
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group under light microscope( x400).
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Fig 5 Histopathology of muscle in pressure — induced ischemia
(I) group under light microscope( x400).
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Fig 6 Histopathology of skin 2 h after reperfusion in pressure —
induced ischemia and reperfusion (IR ) group under light
microscope( x400).
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Fig 7 Histopathology of muscle 2 h after reperfusion in pressure
— induced ischemia and reperfusion ( IR) group under
light microscope( x800).
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Tab 1 The changes of SOD,MDA, and LDH in different groups
(x £5.n=8)
Group SOD(10°U/L) MDA ( wmol/L) LDH(U/L)
C  239.30+34.40 2.03+0.93 19 589.00 + 146.47
I 225.88+25.19 2.97+1.48 19 736.25 £120.06 °

IR 185.63 £30.14°" 6.88+2.22°" 19940.50 +112.63 %

*P<0.05," P<0.01 #s C;“P <0.05,P<0.01 vs L. C:
control; I; pressure — induced ischemia; IR: pressure — induced
ischemia and reperfusion.

4 FEAKXBMEET-1FINO KE

THE CHILB:ET-1 M NO SBRERTRBE (P>
0.05);IRA5 CHMIHALE .ET-1 SEBHBHM(P <
0.01) ,NO ZEHB TFE(P <0.01), R 2,
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Tab 2 The changes of ET —1and NO in different groups(% =*s.

n=8)
Group ET -1(ng/L) NO (pumol/L)
C 89.22 +2.62 100.00 +18. 82
I 91.55 +1.23 95.46 +17.52
IR 97.18 £2.74°% 68.19 £10. 86 ™~

*P<0.01vs C; 22P<0.01 ws L.
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