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The role of PMNs in early progressive injury of deep partial-thickness burn wound WANG Shijun, FANG
Peiyao, XU Weishi, et al. Institute of Burn, Ruijin Hospital, Shanghai Second Medical University, Shanghai 200025
[Abstract]  Objective  To examine the role of polymophornuclear neutrophils (PMNs) in early progressive in-
jury of deep partial-thickness burn wound. Methods  Afier deep partial-thickness burn, the count of PMNs in beripheral
circulation, activity of myeloperoxidase(MPO) and content of MDA in wound tissue of Spaque Dawley rats, were mea-
sured . Sections of wound biopsies were stained with Masson's thrichromatic staining and anti-vimentin immunohistopatholog-
ic s.taining for identifying the injured tissue. Results ~ PMNs counts increased immediately and reached a peak at 4 h post-
burn, and MPO activity peaked at 24 h postburn. MDA content was lowe at 0.5 h and higher at 48 h postburn than that
of normal control . Histologic analysis showed that there was more necrotic tissue at 48 hr postburn than that at 24 h. Conclu-
sion It was after 24 h postburn that PMNs induced tissue damage. The results suggest that intervention of PMNs adhe-
sion sheuld be under taken in about 4 h after thermal injury and anti-oxidizing agent should be given before 24 h postburn

_in order to prevent early progressive injury to the wound.
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F1 ORI EREGEXRIMNE ML PMNs 48 . 8 MPO &1 MDA S BT
Tab 1 PMNs count in rats’ peripheral blood, MPO activity and MDA content in rats’ wound after deep partial-thickness burn

Kb i faRiAh)
0.5 4 24 48
PMNs( x 10°) 0.0917 +0.0588 0.7700 + 0.4688 1.7100 + 0.7894 **## 0.8222 +0.6515 " ## 0.4778 + 0.2048
MPO(10 U/L) 0.2019 +0.0413 0.1748 +0.0518 0.1899 +0.0137 2.2089 +0.0463 " ## 0.9480 +0.0710 " ##
MDA (nmol/ml) 53.3722 + 16.0244 28.9358 +3.8717 " 59.1341 + 19.8679 *# 59.6113 + 12.2733 65.9556 + 17.0104 "

S5HnTthER, « : P <0.05, #x : P <0.01; 5H7—Hf &AL, # : P <0.05, #4 : P <0.01
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Fig1 Collagen denaturation appears diffusely in Fig 3 Collagen denaturation and necrosis in wound tissue
wound tissue of rats at 4 h postburn of rats is more at 48 h than at 24 h postburn
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Fig 4 Necrotic tissue in wound of rats is presented at
24 h postburn .
histopatho-logical staining

Anti-Vimentin  immuno-

(% 10)

B 5 KREMHE48hIEARTEEFERBARS

F15/5 24 h T Vimentin  GE41 L4 ( x 10)
Fig 5 Necrotic tissue in wound of rats is more at 48 h
than at 24 h postburn. Anti-Vimentin immuno-
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