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Table 1. Predisposing factors for infections in diabetes mellitus

Hyperglycemia—related immune dysfunction

Granulocyte adhesion, chemotaxis and phagocytic dysfunction

Myeloperoxidase deficiency
Superoxide production : |
Compliment pathway deficiency

Cytokine mediated (IL—1, IL—6, TNF—a)

Cytokines without stimulation: T

Cytokines after stimulation : |
T lymphocytes : |

Vascular insufficiency : local tissue ischemia, impaired local inflammatory response
Sensory peripheral neuropathy : minor trauma —> ulcer

Autonomic neuropathy : urinary retention
Increased skin and mucosal colonization :

Organism specific factors

S. aureus, Candida
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Table 2. Common infections in diabetes and their initial presumptive therapy

Type of infection Common organisms Therapy

Asymptomatic bacteriuria E. colr None

Urinary tract infection E. coli FQ or TMP—SMX

Community —acquired Pneumococci Newer FQ* ,or B—lactam plus a macrolide or doxycycline

pneumonia
Tuberculosis
Periodontal infections
Fournier’s gangrene

Diabetic foot infections
Mild to moderate infections

Severe infections

Mucormycosis (rhinocerebral)

Malignant otitis externa
Psoas abscess — Primary

— Secondary
Emphysematous cholecystitis

Emphysematous pyelonephritis

M. tuberculosis
Porphyromonas gingivalis
Mixed aerobes and anaerobes

Polymicrobial in most cases

S. aureus, 3—hemolytic
streptococcus, and
Enterobacteriaceae

Mixed aerobes and anaerobes
(eg, Pseudomonas aeruginosa,
Enterobacteriaceae, anaerobes)

R/JJ’Zqus spp, Mucor spp,
Absidia spp

P. aeruginosa
Aspergillus spp

S. aureus

Mixed aerobic, anaerobic

Antituberculosis regimen
Professional cleaning, antiseptics, antibiotics

Surgical debridement g)lus broad—spectrum antibiotics
(B—lac_tam + BLI” or carbapenems plus clindamycin or
metronidazole)

Debridement plus antibiotics (eg,

dicloxacilli.n,. clindamycin, TMP*SMX., )
amoxicillin—clavulanate, levofloxacin, cephalosporins
(qephalexm, cefoxitin, ceftriaxone, and so forth) with or
without metromdazole, ertapenem, linezolid,
daptomycin

anti—pseudomonal B—lactam + BLI, clindamycin plus FQ,
carbapenems, vancomycin plus ceftazidime

Surgigal debridement plus g}ypemic control plus
lipid—liposomal amphotericin B or posaconazole

FQ, ceftazidime, piperacillin, imipenem, meropenem
Amphotericin B

Drainage plus antibiotics against S. aureus
Broad—spectrum antibiotics

C. perfringens, E. coli, B. fragilis Emergency cholecystectomy plus antibiotics (eg,

E. coli, K. pneumoniae

B—lactam + BLI, ampicillin plus gentamicin or
ceftriaxone plus clindamycin or metronidazole)

Percutaneous drainage plus antibiotics

Abbrev1at10ns FQ, fluoroquinolones; TMP—SMX, trimethoprim—sulphamethoxazole; BLI, beta—lactamase inhibitor.
. * Newer fluoroquinolones (eg, levofloxacin, moxifloxacin, gemifloxacin).
B—Lactam+BLI, piperacillin—tazobactam or ticarcillin—calvulanate (antipseudomonal); ampicillin—sulbactam or amoxicillin—clavulanate

(non—antipseudomonal ).
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Table 3. Clinical Classification of a diabetic foot infection.

.. . . . . Infection PEDIS
Clinical manifestations of infection severity grade’
Wound lacking purulence or any manifestations of inflammation Uninfected 1
Presence of >2 manifestations of inflammation (purulence, or erythema, pain, tenderness, Mild 2

warmth, or induration), but any cellulitis/erythema extends <2 cm around the ulcer, and

infection is limited to the skin or superficial subcutaneous tissues; no other local

complications or systemic illness.

Infection (as above) in a patient who is systemically well and metabolically stable but which Moderate 3
has =1 of the following characteristics: cellulitis extending > 2 cm, lymphangitic

streaking, spread beneath the superficial fascia, deep—tissue abscess, gangrene, and

involvement of muscle, tendon, joint or bone
Infection in a patient with systemic toxicity or metabolic instability (e.g., fever, chills, Severe 4

tachycardia, hypotension, confusion, vomiting, leukocytosis, acidosis, severe

hyperglycemia, or azotemia)

NOTE. Foot ischemia may increase the severity of any infection, and the presence of critical ischemia often makes the infection severe.

PEDIS, perfusion, extent/size, depth/tissue loss, infection, and sensation.
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Table 4. Suggested route, setting, and durations of antibiotic therapy, by clinical syndrome, in patients with diabetic foot

infection

Site, by severity or extent, of infection

Route of administration

Setting for therapy Duration of therapy

Soft—tissue only

Mild Topical or oral Outpatient 1~2 Weeks; may extend
up to 4 weeks if slow
to resolve
Moderate Oral (or initial parenteral) Outpatient/inpatient 2~4 Weeks
Severe Initial parenteral, switch to oral Inpatient, then 2~4 Weeks
when possible outpatient
Bone or joint
No residual infected tissue Parenteral or oral 2~5 Days
(e.g., post—amputation)
Residual infected soft tissue Parenteral or oral 2~4 Weeks
(but not bone)
Residual infected (but viable) bone Initial parenteral, then consider 4~6 Weeks
oral switch
No surgery, or residual dead bone Initial parenteral, then consider >3 Months

postoperatively oral switch
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