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Polymicrobial nature of diabetic foot infection has
been well documented in the literature. Initial antibiotic
therapy of diabetic foot infection is usually empiric until
reliable culture data is shown. This study was carried
out to determine the common bacteriological flora of
diabetic foot infection and antimicrobial sensitivity pat-
tern in order to enhance possible empiric treatment.
The specimens were obtained from wounds of 207
cases of diabetic foot ulcer, and the bacteriological iso-
lation, and antimicrobial susceptibility tests of the iso-
lates were carried out by standard microbiological
methods. Staphylococcus aureus was the most com-
mon isolate, with 46.2% of recover rate among total
bacterial isolated cases. Among gram-negative or-
ganisms, Pseudomonas aeruginosa was most common.
Gram-positive organisms showed significant suscep-
tibility to clindamycin, trimethoprim/sulfamethoxazole,
and levofloxacin, besides vancomycin. Cefoperazone,
piperacillin/tazobactam, and amikacin in addition to im-
ipenem were most effective agents compared to gram-
negative organisms. Diabetic foot infection requires use
of combined antimicrobial therapy for initial manage-
ment. Our results indicate that the most effective anti-
biotic combination for diabetic foot infection of Korean
patients is clindamycin plus cefoperazone.
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Table |. General Clinical Features of 207 Consecutive
Diabetic Foot Patients

Feature Number of patients (%)

Age (years) 62 (range 28-86)

Sex
Male 138 (66.6)
Female 69 (33.3)
History of preceding treatment
Present 188 (90.8)
Absent 19 (9.1)
Wound exposure
Open 187 (90.3)
Closed 20 (9.6)
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Table Il. Antimicrobial Agents Tested for Gram-positive
and Gram-negative Organisms(TMP/SMX: trimethoprim/
sulfamethoxazole)

Gram-positive Gram-negative

Penicillin Ampicillin
Oxacillin Pipieracillin
Erythromycin Piperacillin/tazobactam
Clindamycin Cephalothin
Teicoplanin Cefotaxime
Vancomycin Cefoxitin
Levofloxacin Ceftazidime
TMP/SMX Cefoperazone
Cefepime
Aztreonam
Imipenem
Gentamycin
Tobramycin
Amikacin
Ciprofloxacin
TMP/SMX
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FAdto] 903, 1% SAto] 778 HA A FAHHANL
o, Xl F4E A= 3¥AAM A & EEs
Staphylococcus aureus7} 56¥| 9] AA| A LA 73 &
& TR F AAY 27.0%(to] FHE A 462%)S
24281909, o] & MRSA(methicillin-resistant S. aureus)
€ 26812 F AAY 125%(Tol THE HA S 21.4%))
gatatt. o 34T FolAM = Pseudomonas aeruginosa
& AAY 77%(@o) THY AAY 1320 AR B
ShcHFig. 1).

FAA T4 AR A 28 FA A vanco-
mycin} teicoplanin©] 100% 2 74 & 7G-S BYo
W, 1 g-Fo2 TMP/SMX(69.7%), clindamycin(69.6%),
levofloxacin(65.1%)0]11th. MRSAY} vancomycin} tei-
coplanin &|ol& 443 e FAAZ) glowd a8 @
ATt F ARAEE vlgo] 288%0 @8 tE FAA Y 7

Moo



332

A B el 78t3] ] Vol 33, No. 3, 2006

MSSA

L J MRSA
Enterococcus faecalis
Streptococcus dysgalactiae
Staphylococcus capitis
Staphylococcus epidermidis
Staphylococcus hominis
Staphylococcus haemolyticus
Streptococcus agalactiae
Streptococcus species
Pseudomonas aemginosa

® Escheric hia coli
Morganella morganii

Seratia marcescens
Citrobacter freundii

Proteus mirabilis
Stenotrophomonas malfophilia
Acaligenes xylosidans
Enterobactercloacae
Enterobacter aerogenes
Klebsiella oxytoca

Klebs fella pnuemoniae
Providentia rettgern
Pseudomonas fluorescens
Nonfermentative Bacilli
Candida parapsilosis

Grampositive

Gram-negative

Number of isclates

12 16 20 24 28 32

Fungus

Fig. 1. Isolated organisms. MSSA(methicillin-sensitive Staphylococcus aureus) and MRSA(methicillin-resistant Staphylococcus aureus) are

shown separately.
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Fig. 2. In vitro antimicrobial susceptibility against isolated
gram-positive organisms with and without MRSA(TMP/SMX:
trimethoprim/sulfamethoxazole).
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Fig. 3. In vitro antimicrobial susceptibility against isolated
gram-negative organisms.
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G A =  ampicillin/sulbactam, ticarcillin/clavulanate,
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piperacillin/tazobactam, clindamycin¥} ciprofloxacin %
3, metronidazole®} cefepime %3}, ertapenem S0] )
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