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[(HE] BHH ®EF 0 EHEI R VSD) B R & B 3% I8 o 7 3 E B4 (1/R) 69 48 X 1F A AUH
Fix K30 RIFBLZAF Lo RATBUEFA)A.I/RAF I/RHVSD 4,44 10 2, @id fAl £ 5 &3
BRoHRA D AE#EZGC DO T EESL R /RAER, A kah B4 A VSD H Rt i7F# 2y T, K65
B0 B B UL R AT B 9 3R 58 B F - (TNF-) . & @ B A% -6 (1L-6) .77 51 A & E2(PGE2) \4hMk 5a(Cha) 4K
C R R % & (hs-CRP) f= % 4% # 12 & 2m J (PMIN) 89 46 ) . 3¢ & 28 5 8] #5 Bk o 47 & 4@ i3+ 4 (WBC) .C R &
&G (CRP) . TNF-« Ao IL-6 t9 2, S5R 3 A FHNAsr A o b Arwl s ed Xz BT X mAREH R K Emhe
KFABEEF, 5B, [/R 48 TNF-o.IL-6 . PGE2 #= C5a K3 % Z ¥ & (1=5.157,P<<0.01),I/R+
VSD 28 TNF-q #2 C5a K& -F 2 2 # & (1=2.373,P=0.035); %5 I/R 414 ,I/R+VSD 44 TNF-q.IL-6 ,PGE2
Fo Cha ¥ B E B4k (1=4.699,P<<0.01) ; & & % 9% 97 if % (Western blot) e ml £ 2 8 7,53 B 4. I/R 24 /R
+VSD 48 hs-CRP %& & A8 %+ & JE tb 4 %] 34 0. 7380, 467,2. 34140, 773 F= 1. 2994-0. 391, £ F A A i+ ¥ &
X (F=45.453,P<<0.01); @ B F Eom R AE s ERE =, B4 /R 442 I/R+VSD 21 PMN 4

FM AR CD11b &5 5 51 4 113+58,362+101 F= 252487, £ F A A 4 it 3 & L (F=26. 448, P<0.01);
5ab ks ,1/R 48 TNF- 1L-6 \CRP KP4 WBC # % 2 % 3% % (+=9. 247,P<C0.01),I/R+VSD 4 TNF-
a 1L-6 #2 CRP K -F 2 23 & (1=4.754,P<<0.01); 5 I/R 41t 4 ,I/R+ VSD 445 TNF-¢.1L-6 ,CRP K F F=
WBC # % 2 FBAK(t=7.415,P<<0.01), & VSDH K T@iL M 225 %Ik b #2503 EBR M,
MEBAEG KERE . KERE.
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Experimental research on vacuum sealing drainage technique for interfering
inflammatory response after rabbit skeletal muscle ischemia reperfusion injury
CHEN Jiajun ,YANG Fan® ,XIE Jie /WANG Xiang ,GAO Wei ,BAI Xiangjun
(Department of Traumatic Surgery ,A f filiated Tongji Hospital , Tongji Medical College , Huazhong
University of Science and Technology sWuhan . Hubei 430030, China)
[Abstract] Objective To explore the action mechanism of vacuum sealing drainage (VSD) for reducing
the ischemia reperfusion injury (I/R) in rabbit skeletal muscle. Methods Thirty New Zealand rabbits were di-
vided into the control (sham operation) group,I/R group and I/R + VSD group,10 cases in each group. The
rabbit I/R model was established by blocking the femoral artery and vein of left posterior limb for 4 h and then
reperfusion for 6 h. On this basis, the reperfusion intervention was conducted by using the VSD technique.
Then the levels of skeletal muscle tissue tumor necrosis factor-a (TNF-q) ,interleukin-6 (IL-6) , prostaglandin
E2(PGE2) ,complement 5a(C5a) , hypersensitive C-reactive protein(hs-CRP) and polymorphonuclear (PMN)
were detected in each group. The peripheral blood leukocyte (WBC) count, C-reactive protein(CRP), TNF-q
and I1.-6 levels were detected. The obtained data were tested by adopting the variance analysis. Results The
levels of inflammatory cytokines,inflammatory markers and inflammatory cells in peripheral blood and skeletal
muscle after I/R had the difference among 3 groups,compared with the control group,the TNF-o,11.-6 TGE2
and C5a levels in the I/R group were significantly increased( (z=5. 157, P<C0. 01),and the levels of TNF-q
and C5a in the I/R + VSD group were increased significantly (z=2.373,P=0.035). Compared with the I/R
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group,the TNF-q, IL-6, PGE2 and C5a in the I/R+ VSD group were significantly reduced (r=14. 699, P<C
0.01). The Western blot detection results showed that the relative gray ratios of hs-CRP in the control group,
I/R group and I/R + VSD group were 0. 738 £0. 467,2.34130. 773 and 1. 299=+0. 391 respectively. The sta-
tistical analysis results showed that the differences among the three groups were statistically significant (F=
45.453,P<C0.01). The immunohistochemical detection and image analysis results showed that the PMN spe-
cific marker CD11b expressions in the control group,I/R group and I/R + VSD group were 113+58,362+
101 and 2527487 respectively. The statistical analysis results showed that the differences of PMN cells among
3 groups were statistically significant (F=26. 448, P<C0. 01). Compared with the control group.the levels of
TNF-q,11.-6 ,CRP and WBC in the I/R group were increased significantly (¢=9. 247, P<C0. 01) ,and the levels
of TNF-¢,IL.-6 and CRP in I/R + VSD group were increased significantly (r=4. 754, P<(0. 01). Compared
with the I/R group.,the levels of TNF-q,IL.-6,CRP and WBC in the I/R -+ VSD group were decreased signifi-
cantly (1=7.415,P<C0. 01). Conclusion The VSD technique can reduce the systemic inflammatory response

and improve the prognosis by alleviating the local inflammatory response after skeletal muscle ischemia and

reperfusion.
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/N hs-CRP 57 & C AR 28 @D .
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I/R 4 9 172.52454, 77~ 112. 04420, 98~ 39.01+10. 84" * 47.6249.77" ¢
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2.2 HHMALR T IIERE Y AL R
0 VA 45 R R, 6 BR AL L T/R 4R I/R+ VSD 4
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x2 BEFRRHKOFEELERHREBR(TL)

28 51 n TNF-q« 1L-6 CRP WBC

Xof B 41 10 21.5649. 34 31.10411. 46A 13.18+4. 11 1.01£0. 67
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