DOI:10.19405/j.cnki.issn1000-1492.2015.10.040

B EAKFFIR  Acta Universitatis Medicinalis Anhui 2015 Oct; 50( 10) * 1521 -

O LR

r:_}'l;
<&

— B X AR T % E RO B 3T i3

HGERE 222, IR F A&

WE WU 2 ARG T 1 — 2 it 25, JBR
FEARR MR AT, i m] i B AR 52 TN 7 /K P 38 THm i 4 1N
TR B R R T A S AR A, 0 il L 3 7R
T 2R PR A B B, 00 ) 4R B AL A BT A AR T

hES%ES RS587.1
THIRERL A TEHS 1000 - 1492( 2015) 10 - 1521 - 04

THUOBUIRT 1957 AR FE A RAEHT , AR IE B

PR SR R AT RITIRAL VTR it R U8 BT M F A% 2, LR,
o AP H, B R XUIKE #1748 2 AU TR
KA HUIK: RAE: TR

Tt P (F A5 3 DB s °7 2 ~ IRV B PR g 27 23 [

R DR o Eok S AR v DB PR ° 25 55) HEHE N 2 ALK
JRIF( type 2 diabetes mellitus, T2DM) J&J7 ) —Zk 15
PEFIZG o AR — e oE " B LA WA 1L
[ ) FAT BT R AE Y HAR PR 18 M R hE B A M58
iE SR S A —E A Ak o SO R Z A
BT R AL K HAESAE AR MBI h i VE R 5 TR

2015 - 05 — 08 21

FEGIH LR BARPLA RS (S5 11040606M159) 5 BRI LE
KA IRPIE T H (455 : KI2011A157)

VB B TR 2B A S BEBE N 4B, A A 230001

YE& (i EVE R, 2, BB oE Ak
MILZR, 55, EARBEI, B8, WA W, SRR, E-
mail: ysd196406@ 163. com

Morykwas M J, Argenta L. C, Shelton-Brown E I, et al. Vacuum-as—

IR . 21 4 R BB B Rty B
THOL T AT AL 2 2557 BG83 AT RER
42 BT E R RE A2 2 MR AR R, B3 T84 L

sisted closure: a new method for wound control and treatment: ani—

mal studies and basic foundation [J]. Ann Plast Surg, 1997, 38

(6) :553 -62.
S VAN &y =0 v
IT% ’ ?E‘Jj kﬁ%&éﬂ]ﬂ@m He» Tq]ﬁ%lj T éEH éEk ° [4] Zamierowski D S. All foam sponges are not equal in vacuum dress—
N ings [J]. Br J Plast Surg,1999,52( 1) : 79.
75;‘%5(1’5}{ ings

[5] Nakazawa T, Yasuhara H, Shigematsu K, et al. Smooth muscle cell

(1] B4l RAZ. FREASIREAR (M].2 . e AR T4
HH WL, 2008.
[2]  Fleischmann W,Strecker W, Bombelli M, et al. Vacuum sealing as

treatment of soft tissue damage in open fractures [J]. Unfallchiru—

migrationinduced by sheardoaded platelets and endothelial cells.
Enhanced platelet-derived groeth factor production by sheardoaded
platelets [J] . Int Angiol ,2000,19(2) : 142 - 6.

(6] VPRI, 7v B9, A5, 45 00 Ik e B THT 40 T Vi B % 1 32

1g,1993,96( 9) : 488 —92. miy [J]. Bevh BE 2247 ,2007 ,36 ( 12) : 1590 - 605.

Adjustable VSD device for treatment of complex wounds
Cai Jihuan, Cao Dongsheng, Xie Juan,et al

( Dept of Plastic Surgery, The Second Affiliated Hospital of Anhut Medical University , Hefer 230601)
Abstract The study used 96 cases with large complex wound including 48 cases of upper limb wound and 48 cases
of lower limb wound. The patients were randomly divided into eight groups, including four groups of upper limb
wounds and four groups of lower extremities with 12 cases in each group. All groups adopted the vacuum sealing
drainage( VSD) treatment after surgical debridement applying different negative pressure treatment. Indicators ob—
served included wound granulation tissue growth, tube plugging rate and the amount of bacteria. The treatment
preasure set at 26. 60 ~ 46.55 kPa was the best for upper limb wounds but 46.55 ~ 66. 50 kPa, for lower limb
wounds.
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