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Pathogen colonization and risk factors of burn wounds

YAN Pei, L1 Wu-ping , ZHOU Qin, WANG Lei, LI Shuang » BAI Yan-ling (Xijing Hospital ,
The Fourth Military Medical University, Xi’an 710032, China)

[Abstract] Objective To analyze the pathogen colonization and risk factors of burn wounds in different periods.
Methods Excretion of burn wounds in 131 patients were performed bacterial culture in different periods , relevant
data were surveyed retrospectively, pathogen colonization and influencing factors were analyzed. Results The
pathogen colonization rate increased gradually at the 3rd.7th, 14th day after burn , which was 26. 72%,61. 32% and
89. 93% respectively, there were significant difference (5> =71.02, P<C0.00), the influence of six risk factors on
the pathogen colonization had statistical significance , including unit environment, patients” age, drug application at
wound, combination use of antimicrobial agents , depth and types of burn(all P<C0. 05). Conclusion The pathogen
colonization rate , multiple drug-resistant pathogen constantly increase after burn, it’s very important to prevent
burn wound infection by division management for burn patients, rational use of drug , active treatment of wounds,
and strict executing of disinfection and isolation measures.
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Table 1 Distribution of pathogens in burn wound in differ-

ent periods after burn(case)

AR B 7F $3K FIR O OHI14R it

PR 35 65 53 153

I 4 96 41 6 143

it 131 106 59 296
PR (Y0 26.72 61.32 89. 83 51. 69

2.2 RAGBARFEMABREARRER B3R
FrHR I 8 Bl 55 7 KERFR 10 b, 55 14 KSR
1T R A5 SRR BT A B TR LR 20 AT
I 0 60 i D e A 0 HE PR 22 5 R St R
(3 =9.21,P=0.0D), P03 3.

2 ANIFI IO I R R A RO AR (00) ]

Table 2 Result of pathogen culture of burn wound in different periods(strain, constituent ratio [ % ])

s JE ERPN %7K EREPN
LM (GH)E 19(54. 28) 24(36.92) 12(22. 64)
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Table 3 Constituent ratios of gram-positive and gram-nega-

tive pathogens in different periods (strain, %)

SRS %3 R ENN 14K
G* 19(54. 28) 24(36. 92) 12(22. 64)
G- 16(45.72) 41(63.08) 41(77.36)
&t 35(100. 00)  65(100.00)  53(100. 00)
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Table 4 Assignment of the correlation factors for pathogen

colonization in burn wound
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Table 5 Multivariate analysis of the risk factors for pathogen colonization in burn wound
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