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Abstract: Diabetes mellitus is an increasingly prevalent comorbidity in patients presenting to burn facilities. Diabetic 
patients tend to be older and present in a delayed manner with deeper injuries predominantly affecting the lower 
limb. Morbidity from burns is higher in this cohort including a longer length of hospital stay, greater need for surgical 
interventions and increased rate of infective complications. Nevertheless, there seems to be little effect of diabetes 
on associated mortality. The second part of this review article concentrates on the epidemiological profile of diabetic 
burn patients and the effect of the disease on morbidity and mortality. In addition, we present a review of therapeu-
tic adjuncts, which may hold promise for the future management of this cohort of burn patients.

Keywords: Diabetes, burn, outcomes, morbidity, mortality

Introduction: epidemiological characteristics 
of burn injuries in diabetic patients

Diabetic burn patients have a particular epide-
miological profile in terms of their age, bodily 
sites affected by the injury, comorbidities and 
the timing of presentation to medical facilities. 
A retrospective review of 73 diabetic admis-
sions to the Baltimore burn centre between 
1995-2000 compared to 150 (burn surface 
area matched) non-diabetic patients revealed 
a number of findings. The diabetic was older 
than the control cohort (mean age 60 years vs. 
32 years, p < 0.001), scalding was the predomi-
nant mechanism of injury and the most com-
mon bodily sites affected were the lower limbs 
followed by the head and neck, upper limbs and 
trunk (p < 0.05) [1]. Similar results were derived 
in another comparative US study of isolated 
lower extremity/foot burns. The mean age at 
presentation was 54.6 years for the diabetic 
vs. 43.7 years for the non-diabetic group (p < 
0.001) and scalds represented the predomi-
nant type of injury [2]. A number of other reports 
have confirmed that the lower limb/foot is the 
commonest site for burns in diabetics [3-10]. 

A variety of ‘high risk’ activities for sustaining 
lower limb burn injuries in this cohort of patients 

have been identified in the literature. These 
include household activities for women and reli-
gious duties for men in Muslim countries (ablu-
tion/Friday Mass prayers) [4, 11], as well as foot 
spas/baths and the use of warming devices [5, 
6, 8, 12]. 

Regarding the timing of presentation to medical 
facilities, a US retrospective study confirmed 
that diabetic patients are more likely to present 
in a delayed manner compared to non-diabetics 
(45% vs. 23% being admitted to hospital more 
than 24 hrs. post injury, p < 0.00001). In addi-
tion, despite similar TBSA in the two cohorts, 
the percentage of diabetics with full thickness 
burn was significantly higher (50.5 vs. 31.2%, p 
< 0.025) [13]. 

The presence of neuropathic complications 
appears to further influence timing of presenta-
tion as indicated in a study of lower extremity 
burns (mean burn size of 4.2 ± 3.8% TBSA, 
range 0.5-15%) in diabetic patients treated at a 
US burn centre. The majority were found to be 
presenting to medical attention at a mean of 
3.5 days after their injury (range 0-25 days). The 
mean difference between injury and obtaining 
medical care was 2.1 ± 3.6 days for patients 
with sensate vs. 9.5 ± 28.3 days for patients 
with insensate feet [12]. In addition, a consider-
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able proportion of patients have poorly con-
trolled blood glucose levels and comorbidities 
including cardiovascular disease, renal insuffi-
ciency and neuropathy [5, 12, 14]. 

Outcomes of diabetic burn patients: hospital 
inpatient treatment, length of stay and com-
plications 

A ten-year retrospective review assessed out-
comes of lower extremity burns in diabetic 
patients treated at the Fire-fighters Burn 
Institute, Davis Medical Centre. The mean hos-
pital stay was 5.65 ± 5.8 days per percentage 
TBSA. A total of 56 out of 68 patients (82%) 
underwent grafting, 19 needed readmission 
and 9 had at least one re-grafting procedure. 
The overall complication rate was 90% with a 
rate of 44% for local infection/cellulitis, 13% 
graft loss, 6% osteomyelitis and 4% gangrene. 
The cohort had a high amputation rate, with 11 
patients undergoing procedures including 
below knee, transmetatarsal, and toe amputa-
tions. Two deaths were noted and seventeen 
others had serious complications including 
deep vein thrombosis, pulmonary embolus, 
respiratory and renal failure. Comparison 
between the insensate and sensate foot 
patients revealed that the rates of skin grafting 
(57% vs. 45%), amputation (24.3% vs. 6.5%) 
and length of stay (LOS) per TBSA (6.8 ± 6.5 vs. 
4.3 ± 4.5 days) were statistically higher in the 
insensate foot subgroup [12]. 

Similar results were reproduced in a different 
retrospective US burn centre study with a high-
er proportion of diabetics needing surgery 
(72.6% diabetic vs. 32% non-diabetics, p < 
0.01) despite similar TBSA values. There was 
also a five-fold higher ratio of fatal to non-fatal 
burns, longer hospitalization period (17 vs. 9 
days, p < 0.0010), and higher cost (by 74%) 
associated with the diabetic group [1]. 

A comparative report of 181 diabetic and 190 
(sex and date of admission matched) non-dia-
betic adult patients admitted to the William 
Randolph Hearst Burn Centre, US between 
January 1996 and May 2000 assessed treat-
ment outcomes. The total burn size was com-
parable in the two groups but diabetic patients 
had a higher rate of full thickness burns (51 vs. 
32%, p = 0.025). The rate of tangential exci-
sion/split skin grafting, other burn related pro-

cedures (debridement, escharotomy, fascioto-
my, amputation) and length of stay was 
significantly higher in the diabetic cohort (49.5 
vs. 28%, p = 0.01, 56.7 vs. 32.2%, p = 0.001, 
and 23.3 ± 26.5 vs. 12.2 ± 12.4 days, p = 
0.0001 respectively). The rate of infection was 
greater in diabetics (64.9 vs. 50.5%, p = 0.05), 
while rates of ICU admission and ventilator 
days, despite being higher in the diabetic group, 
did not reach statistical significance. Mortality 
rates were virtually identical in the two groups 
(2.1% vs. 2.2%) [13]. 

A retrospective review of adult patient encoun-
ters at a US metropolitan burn facility investi-
gated infective complications between non-
diabetic and diabetic cohorts [14]. Diabetic 
patients were significantly older (54 ± 13 vs. 27 
± 20 years, p < 0.0001) with a larger percent-
age of TBSA (11 ± 19 vs. 6 ± 11%, p < 0.001) 
and greater cardiovascular comorbidity. Com- 
plication rates were higher in the diabetic 
group, including bacteraemia, chest sepsis and 
urinary tract infections (UTI). Community-
acquired cellulitic wounds in diabetics were 
caused predominantly by Staphylococcus aure-
us (SA), Streptococcus, Proteus, Pseudomonas 
and methicillin resistant staphylococcus aure-
us (MRSA); on the contrary in non-diabetics, SA 
and Pseudomonas were the most frequent 
offending microbes. In terms of nosocomial 
infections (bacteraemia, sepsis, pneumonias, 
UTI, burn wound infections) diabetics had a 
higher frequency of Acinetobacter, Proteus, 
MRSA and Candida, while in non-diabetics the 
most likely culprits were Streptococcus, 
Escherichia coli and Hemophilus Influenza. 

Furthermore, the increased susceptibility of 
diabetics to particular strains of bacteria includ-
ing Acenitobacter species has been confirmed 
as an increasingly prevalent problem in burn 
critical care units [15]. 

Diabetic patients are also more susceptible to 
fungal infections. Although Candida represents 
the most common fungal organism in burn 
wounds with little morbidity, more uncommon 
organisms have been reported in diabetic burn 
victims involving the Zygomycetes class of 
fungi. This category of mucormycotic infections 
tend to be situated in deeper tissue planes and 
have a propensity to cause tissue necrosis and 
systemic dissemination [16]. 
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A prospective study of 40 (age and burn size 
matched) patients in a US centre confirmed 
that time to complete wound closure is signifi-
cantly longer in diabetics (46.4 ± 44.4 days vs. 
19.6 ± 8.8 days, p = 0.01) with a similar trend 
observed in grafted wounds (42.2 ± 42.3 days 
vs. 17.6 ± 9.4 days, p = 0.02). Secondary out-
comes in this work including intensive care and 
hospital LOS as well as infections and number 
of graft procedures were longer/higher in dia-
betics but did not reach statistical significance 
[14]. The authors commented that despite 
grafting undertaken to hasten wound healing, it 
appears impossible to change the unfavour-
able/recalcitrant milieu of deranged wound 
healing in diabetic patients. This is consistent 
with other studies, which have identified diabe-
tes mellitus as an independent risk factor con-
tributing to decreased skin graft take. The pro-
posed mechanism linking hyperglycaemia and 
suboptimal graft take may relate to local tissue 
oedema, inhibiting diffusion of metabolites at 
the wound site [17, 18]. 

A ten year retrospective analysis of isolated 
lower extremity/foot burns in diabetics was 
conducted, comparing 43 adult diabetic to 164 
non diabetic patients admitted to Saint 
Barnabas Medical Centre, US [2]. The mean 
age was 54.6 for the diabetic and 43.7 years 
for the non-diabetic group (p < 0.001) with no 
significant differences in the mechanism of 
injury, TBSA, burn depth or the number and 
type of operative procedures between the two 
groups. There was a significantly higher num-
ber of diabetics receiving intensive care unit 
(ICU) treatment (16.3 vs. 8.5, p < 0.001) with a 
longer overall LOS (14.1 ± 10.0 vs. 9.8 ± 9.3, p 
< 0.01); nevertheless mortality rates were com-
parable between the two groups. The fact that 
diabetes mellitus is an independent risk factor 
for increased hospital stay has been also con-
firmed in a recent retrospective study of 770 
patients undergoing surgical intervention for 
burns at the Royal Perth Hospital, Australia 
(increase of LOS by 18% in diabetics, p = 0.05) 
[19]. 

Effect of hyperglycaemia chronicity on burn 
injury outcomes

Critical illness states including burns are asso-
ciated with stress-induced hyperglycaemia 

(SIH) as part of the metabolic response. 
Similarly, hyperglycaemia is the metabolic hall-
mark of diabetes mellitus (DH). Hence, the 
question arises as to whether the combined 
effect of DH and SIH has an additive effect on 
worsening outcomes/mortality following burn 
injuries (‘second hit’ phenomenon). 

In the non-burns trauma literature, SIH (as 
opposed to DH) has been associated with a 
statistically significant increase in mortality 
rates [20, 21]. Furthermore, reports in both 
adult and paediatric burn cohorts indicate that 
SIH is associated (apart from worse mortality) 
with increased rates of invasive infection and 
reduced skin graft take [22], with early tight gly-
caemic control mitigating these effects as well 
as improving outcomes [23-25]. It is interesting 
to investigate the effect of different types of 
hyperglycaemic states (in terms of pre-injury 
chronicity) as well as glucose control (for estab-
lished diabetes) on burn outcomes.

Pre-diabetes

A recent study investigated the effect of pre-
diabetes (defined as admission HbA1c between 
5.7-6.4%) in 208 adult burn patients compared 
to control (admission HbA1c < 5.7%) subjects 
[26]. Patients with pre-diabetes had significant-
ly higher time-weighted glucose levels, albeit 
similar rates of hypoglycaemia and glycaemic 
variability. Lower survival rates were seen in 
pre-diabetics (92.6 vs. 98.7%, p = 0.041), 
despite similar rates of unplanned readmis-
sion, ICU admission, mechanical ventilation, 
LOS and infection rates. Interpretation of the 
increased mortality in pre-diabetics needs to 
be viewed in light of the sub-cohort being older, 
having larger areas of full-thickness burns as 
well as differing comorbidity profiles. In addi-
tion, suboptimal glucose control during hospital 
stay may have contributed to this finding.

Chronic hyperglycaemia on admission

A retrospective study assessed outcomes in 
258 adult burn patients with euglycaemia on 
admission (glycosylated haemoglobin (HBA1c) 
< 6.5%), compared with those with chronic 
hyperglycaemia (HBA1c > 6.5%, including 
patients with diagnosed and undiagnosed DM). 
Patients with chronic hyperglycaemia were sig-
nificantly older and were more likely to have 
respiratory disease and hypertension; never-
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theless burn related characteristics in terms of 
TBSA and depth were similar. Despite the 
hyperglycaemia cohort having significantly 
higher time-weighted glucose/glucose variabil-
ity, higher rates of unplanned readmission 
(18.8 vs. 3.6%, p = 0.001) and longer LOS (13 
vs. 9 days, p = 0.038), mortality rates were 
similar between the two groups [25]. 

Diabetes mellitus as an established diagnosis 
at presentation

In patients with an established diagnosis of 
DM, pre-injury as well as inpatient glycaemic 
control appears to influence recovery in a vari-
ety of ways. 

Effect of pre-injury glycaemic control

Analysis of pre-injury HbA1c in a cohort of 40 
age and burn size matched diabetics and non-
diabetics revealed that patients with levels 
higher than 8% showed a trend towards delayed 
wound closure compared to those with lower 
levels (59.4 ± 54.2 days vs. 27.6 ± 9.6 days) 
[14]. 

Effect of inpatient glycaemic control

Comparison of diabetic burn patients with con-
trolled vs. uncontrolled (latter defined as glu-
cose levels higher than 180 mg/dl greater than 
50% of times it was checked), showed that the 
uncontrolled group had higher rates of infec-
tion (72 vs 55%, p ≤ 0.025) burn related proce-
dures (68.0 vs. 45.4%, p < 0.025) and longer 
ICU stays (24.2 ± 23.2 vs. 9.6 ± 9.0 days, p = 
0.048) [13].

Diabetes mellitus: an independent contributor 
towards burns mortality?

A study evaluated the effect of diabetes/glu-
cose control on clinical outcomes in 57 diabetic 
and 405 non-diabetic burn ICU patients in a US 
centre. Diabetic patients were older and had 
higher admission/mean blood glucose levels, 
greater glucose variability as well as out of 
range measurements compared to non-diabet-
ics (p < 0.05). Ventilator- and hospital-free days 
were non statistically significant but diabetic 
patients appeared to have fewer ICU free days 
than non-diabetic patients (23 vs. 27 days, p < 
0.05). Mortality rates were found to be higher 
in diabetics (21 vs. 13 patients) but not in a sta-
tistically significant manner, a finding confirmed 

through multivariate linear and logistic regres-
sion analyses [27]. Limitations, apart from the 
retrospective nature of this work, include the 
lack of stratification of diabetic patients accord-
ing to HBA1C/pre-admission diabetic control. 

A number of other reports have investigated 
the effect of diabetes on mortality from burn 
injuries. A review of 31,338 adult burn patients 
from the American National Burn Repository 
revealed that diabetes predicted an increased 
LOS (by 26%) but not increased mortality [28]. 
This finding has been replicated in other stud-
ies already analysed in our work [2, 13]. 
Furthermore, a review of 265 elderly burn 
patients (defined as age over 65) did not find 
diabetes to be predictive of either haemody-
namic/respiratory complications, or mortality 
[29]. Corroborate findings were reached in two 
further studies in elderly diabetic patients 
(defined as age over 60 and 80 years respec-
tively) [30, 31]. Similar analyses of diabetes 
mellitus (categorised under either ‘comorbidi-
ties’ or ‘gastrointestinal/urological’ disorder) 
have failed to demonstrate a significant link 
with post burn mortality [32, 33]. 

Careful appraisal of the current literature illus-
trates that a particular trend may exist in terms 
of the differential effect of hyperglycaemic 
states (SIH, pre-diabetes, established diabetes 
at presentation) on burn morbidity and mortali-
ty. It appears that SIH, especially if inadequate-
ly controlled, as well as a ‘pre-diabetic’ state 
are associated with increased mortality from 
burn injuries. When hyperglycaemia becomes 
established (undiagnosed and diagnosed dia-
betics), there is good evidence that morbidity 
increases (including complications such as 
infections, surgical interventions, and overall 
length of stay). Nevertheless the mortality rates 
are comparable between diabetic and non-dia-
betic patients [1, 2, 9, 12-14]. 

A variety of mechanisms have been proposed 
to explain this phenomenon (‘mortality para-
dox’). One hypothesis is that other clinical fac-
tors (such as age, injury severity score, and 
TBSA) overwhelm the effects of diabetes on 
final outcomes from burns [27]. Another possi-
ble explanation for the lack of increased mor-
tality observed in this subgroup of patients is 
that the patients who are admitted to burn 
facilities are those who have the required physi-
ological reserves to survive the acute life 
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threatening phase of their injury despite their 
comorbid conditions [34]; in other words the 
presence of chronic hyperglycaemia renders a 
‘survival advantage’. It becomes clear that 
given the small number of studies available and 
their limitations, the trend regarding the effect 
of hyperglycaemia chronicity on outcomes is 
solely a preliminary conclusion; this area clearly 
warrants further research.

Therapeutic adjuncts in the management of 
diabetic burn patients

A variety of novel therapeutic approaches have 
been reported in the literature as adjuncts in 
the treatment of diabetic burn injuries. Most of 
them have been appraised in either animal 
models or small scale clinical studies and clear-
ly need more formal evaluation before they are 
widely adopted in practice. 

Negative pressure wound therapy (NPWT) and 
hyperbaric oxygen (HBO) therapy

NPWT has the potential to enhance wound 
healing in diabetics by virtue of a variety of 
mechanisms acting on intrinsic and extrinsic 
healing parameters. These include: 

a) Enhanced fibroblast mitosis/proliferation.

b) Angiogenesis promotion (contributing to aug-
mented granulation tissue formation).

c) Oedema reduction.

d) Decreased bacterial colonisation.

e) Depression in the expression of matrix metal-
loprotease proteins 1, 2, 13 mRNA, which aid 
degradation of collagen and gelatin [35-42].

A potential rationale for the application of 
NPWT in diabetics is to limit burn wound pro-
gression. The impairment of blood flow in the 
zone of stasis comprises an initial phase of 
oedema (highest at 1-3 hrs. post burn) followed 
by neutrophil adherence to the capillary wall, 
fibrin deposition, vasoconstriction and micro-
thrombus formation (lasting up to 48 hrs post 
burn) [43]. Most importantly, these changes 
have been found to be reversible and appropri-
ately-timed interventions may prevent progres-
sive loss of tissue through conversion into a 
zone of coagulation [44]. 

A swine model of partial-thickness burns con-
firmed that early (within 12 hrs. post injury) 
application of NPWT prevented burn depth pro-
gression (i.e. the degree of stasis, the inflam-
matory cellular response as well as collagen 
degradation) [45]. 

A small controlled case series of this modality 
used on partial thickness upper limb burns has 
confirmed increased perfusion in NPWT treat-
ed wounds as well as a considerable reduction 
of oedema with decreased need for skin graft-
ing [46]. Application of NPWT related modali-
ties on diabetic burn injuries is a potentially 
exciting strategy, which needs to be formally 
evaluated in larger clinical studies. 

NPWT has also been used in conjunction with 
HBO (following surgical debridement) in a sin-
gle case report of bilateral patellar burns [47]. 
Perfusion of tissues with 100% oxygen aims to 
correct the local hypoxia in the burn wound and 
may be beneficial by improving the function of 
polymorphonuclear leucocytes, limiting infec-
tion (improvement of antibiotic penetration into 
bacteria) and accelerating healing (enhance-
ment of tissue growth and angiogenesis) [48]. 

HBO has been recently proposed as an impor-
tant pre- and post-operative adjunct for the 
management of grafted diabetic foot burns 
with a total of 20-30 sessions recommended in 
treatment responsive patients [49].

Fibrin glue

A retrospective study of 1881 US and Spanish 
adult patients investigated the value of fibrin 
glue in restoring graft adherence affected by 
smoking and type II diabetes mellitus. The 
cohort included patients who needed skin 
grafting (for injuries less than 20% TBSA), those 
with a greater than ten year history of insulin 
controlled type II DM and patients who smoked 
more than 20 cigarettes/day. Analysis of age, 
sex and TBSA-matched patients revealed that 
fibrin glue resulted in a statistically significant 
improvement in skin graft take in all groups 
including controls. Diabetes appeared to 
decrease stapled-only graft take in comparison 
with the control non-diabetic group (79% vs. 
58%, p < 0.05). In type II diabetic patients, 
fibrin glue, in addition to staples, resulted in 
26% improvement in graft take compared to 
stapled-only grafts (84 ± 4.2% vs. 58 ± 5.3%, p 
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< 0.05) [50]. These encouraging results have 
been attributed to the multiple beneficial attri-
butes of fibrin glue, which include the enhance-
ment of haemostasis, graft adherence, as well 
as its antibacterial action [51]. 

Light modalities

A study investigating polychromatic light emit-
ting diode (LED) therapy on full thickness burns 
in diabetic mice suggested its effectiveness in 
accelerating burn wound healing via an up reg-
ulation of nitric oxide (NO) production at the 
wound level. Phototherapy with polarised light 
(400-200 nm spectrum) as well as low level vis-
ible spectrum (diode) laser have also been 
shown to accelerate healing of full thickness 
burns in rats with mechanisms involved includ-
ing a higher deposition of collagen/increased 
fibroblast proliferation, a shorter inflammatory 
phase and improved revascularisation [52-54].

Platelet derived growth factor (PDGF), fibro-
blast growth factor (FGF)

PDGF is secreted predominantly by platelets 
and also by other cells involved in wound heal-
ing including macrophages, fibroblasts and 
keratinocytes. It is a powerful chemoattactant/
mitogen and via a synergistic effect with other 
factors like tumour growth factor-β (TGF-β), it 
plays a pivotal role in wound healing. To date, a 
recombinant form of PDGF is the only growth 
factor approved by the US Food and Drug 
Administration and European authorities for 
topical use on diabetic foot ulcers with ade-
quate peripheral circulation. Its efficacy has 
been established in randomized controlled tri-
als showing an improved healing timescale as 
well as a greater reduction in the surface area 
of wounds [55]. 

Diabetic murine full thickness wounds treated 
with recombinant PDGF and FGF for 5 to 14 
days exhibited a greater number of fibroblasts 
and capillaries in the wound compared to con-
trols and this was was accompanied by acceler-
ated wound closure at 21 days [56]. These 
cytokines have not been formally studied in 
burns models or wounds as yet but they are 
promising theoretical adjuncts awaiting formal 
evaluation.

L arginine supplementation

A rat study investigated the effect of L arginine 
administration to streptozocin-induced diabetic 
animals with 20% TBSA deep dermal burn inju-

ry. Arginine supplementation mediated an 
enhanced inflammatory reaction, shedding of 
necrotic tissue and improved epithelial cell 
advancement in the burn wound. Furthermore, 
supplementation decreased the glucose con-
tent of the cells in the skin and increased the 
hydroxyproline and TGF-beta content compared 
to the control group [57]. 

Arginine represents a conditionally essential 
amino acid, which has not been extensively 
investigated in clinical studies. Nevertheless, 
given its early association in the literature with 
worse mortality rates, it currently has no estab-
lished role in burn care [58]. 

Erythropoeitin (EPO)

Erythropoeitin is widely used for the treatment 
of chronic kidney disease and chemotherapy 
associated anaemia. There is accumulating evi-
dence supporting a beneficial effect of EPO 
administration on wound healing in diabetic 
murine models. The implicated mechanisms 
involved include a shorter duration of the 
inflammatory phase, as well as enhancement 
of fibroplasia, angiogenesis and re-epitheliali-
sation. Results from large-scale studies are 
eagerly awaited to appraise the efficacy of EPO 
administration in burns clinical practice [59]. 

Recommendations for the prevention of burn 
injuries in diabetic patients

Diabetes mellitus is an increasingly prevalent 
metabolic disease, which can significantly com-
plicate burns rehabilitation. Preventive mea-
sures are crucial for this subgroup of patients 
including: 

a) Patient education about the risk of burns/
scalds, especially in areas affected by 
neuropathy.

b) Visual and tactile inspection of limbs as part 
of regular foot care.

c) Avoidance of walking barefoot using foot 
heating devices spas.

d) Tight glucose control to delay diabetic com-
plications and reduce the incidence of tissue 
injury [2, 6, 10, 60]. 

Conclusion

Diabetes mellitus represents a worldwide epi-
demic. Healthcare professionals will be increas-
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ingly faced with challenges relating to the man-
agement of diabetic burn patients. The host of 
alterations in key physiological processes seen 
in this metabolic disease have ramifications, 
which increase the morbidity of patients with 
thermal injuries. Interestingly, the associated 
mortality appears to be unaffected. Appreci- 
ation of the individual characteristics of this 
subpopulation of burn victims will allow better 
treatment planning and provision, with a view 
to reducing complications and improving out- 
comes.

Disclosure of conflict of interest

None.

Address correspondence to: Ioannis Goutos, De- 
partment of Plastic and Reconstructive Surgery, 
Stoke Mandeville Hospital, Mandeville Road, 
Aylesbury, Bucks, HP21 8AL, United Kingdom. Tel: 
0044 (0) 1296315000; Fax: 0044 (0) 1296315000; 
E-mail: ioannisgoutos@hotmail.com

References

[1]	 Shalom A, Friedman T and Wong L. Burns and 
diabetes. Ann Burns Fire Disasters 2005; 18: 
31-33.

[2]	 Kimball Z, Patil S, Mansour H, Marano MA, 
Petrone SJ and Chamberlain RS. Clinical out-
comes of isolated lower extremity or foot burns 
in diabetic versus non-diabetic patients: a 10-
year retrospective analysis. Burns 2013; 39: 
279-284.

[3]	 Balakrishnan C, Rak TP and Meininger MS. 
Burns of the neuropathic foot following use of 
therapeutic footbaths. Burns 1995; 21: 622-
623.

[4]	 Al-Qattan MM. The “Friday Mass” burns of the 
feet in Saudi Arabia. Burns 2000; 26: 102-
105.

[5]	 Dijkstra S, vd Bent MJ, vd Brand HJ, Bakker JJ, 
Boxma H, Tjong Joe Wai R and Berghout A. Dia-
betic patients with foot burns. Diabet Med 
1997; 14: 1080-1083.

[6]	 Thng P, Lim RM and Low BY. Thermal burns in 
diabetic feet. Singapore Med J 1999; 40: 362-
364. 

[7]	 Archer JV and Cooper ML. Skin grafting of par-
tial-thickness burns in the diabetic foot. J Am 
Podiatr Med Assoc 2000; 90: 320-322. 

[8]	 Putz Z, Nadas J and Jermendy G. Severe but 
preventable foot burn injury in diabetic pa-
tients with peripheral neuropathy. Med Sci 
Monit 2008; 14: Cs89-91.

[9]	 Memmel H, Kowal-Vern A and Latenser BA. In-
fections in diabetic burn patients. Diabetes 
Care 2004; 27: 229-233. 

[10]	 Katcher ML and Shapiro MM. Lower extremity 
burns related to sensory loss in diabetes mel-
litus. J Fam Pract 1987; 24: 149-151. 

[11]	 Abu-Qamar MZ and Wilson A. The lived experi-
ence of a foot burn injury from the perspective 
of seven Jordanians with diabetes: a herme-
neutic phenomenological study. Int Wound J 
2012; 9: 33-43. 

[12]	 Barsun A, Sen S, Palmieri TL and Greenhalgh 
DG. A ten-year review of lower extremity burns 
in diabetics: small burns that lead to major 
problems. J Burn Care Res 2013; 34: 255-
260.

[13]	 McCampbell B, Wasif N, Rabbitts A, Staiano-
Coico L, Yurt RW and Schwartz S. Diabetes and 
burns: retrospective cohort study. J Burn Care 
Rehabil 2002; 23: 157-166.

[14]	 Schwartz SB, Rothrock M, Barron-Vaya Y, Ben-
dell C, Kamat A, Midgett M, Abshire J, Biebig-
hauser K, Staiano-Coico LF and Yurt RW. Im-
pact of diabetes on burn injury: preliminary 
results from prospective study. J Burn Care 
Res 2011; 32: 435-441.

[15]	 Furniss D, Gore S, Azadian B and Myers SR. 
Acinetobacter infection is associated with ac-
quired glucose intolerance in burn patients. J 
Burn Care Rehabil 2005; 26: 405-408.

[16]	 Stern LE and Kagan RJ. Rhinocerebral mucor-
mycosis in patients with burns: case report 
and review of the literature. J Burn Care Reha-
bil 1999; 20: 303-306.

[17]	 Thourani VH, Ingram WL and Feliciano DV. Fac-
tors affecting success of split-thickness skin 
grafts in the modern burn unit. J Trauma 2003; 
54: 562-568.

[18]	 Mowlavi A, Andrews K, Milner S, Herndon DN 
and Heggers JP. The effects of hyperglycemia 
on skin graft survival in the burn patient. Ann 
Plast Surg 2000; 45: 629-632.

[19]	 Park JH, Heggie KM, Edgar DW, Bulsara MK 
and Wood FM. Does the type of skin replace-
ment surgery influence the rate of infection in 
acute burn injured patients? Burns 2013; 39: 
1386-1390.

[20]	 Kerby JD, Griffin RL, MacLennan P and Rue LW 
3rd. Stress-induced hyperglycemia, not diabet-
ic hyperglycemia, is associated with higher 
mortality in trauma. Ann Surg 2012; 256: 446-
452.

[21]	 Peffer J and McLaughlin C. The correlation of 
early hyperglycemia with outcomes in adult 
trauma patients: a systematic review. J Spec 
Oper Med 2013; 13: 34-39.

[22]	 Gore DC, Chinkes D, Heggers J, Herndon DN, 
Wolf SE and Desai M. Association of hypergly-
cemia with increased mortality after severe 
burn injury. J Trauma 2001; 51: 540-544.

[23]	 Pham TN, Warren AJ, Phan HH, Molitor F, 
Greenhalgh DG and Palmieri TL. Impact of 



Diabetes mellitus and burns. Part II

20	 Int J Burn Trauma 2015;5(1):13-21

tight glycemic control in severely burned chil-
dren. J Trauma 2005; 59: 1148-1154.

[24]	 Jeschke MG, Kulp GA, Kraft R, Finnerty CC, Ml-
cak R, Lee JO and Herndon DN. Intensive insu-
lin therapy in severely burned pediatric pa-
tients: a prospective randomized trial. Am J 
Respir Crit Care Med 2010; 182: 351-359.

[25]	 Murphy CV, Coffey R, Cook CH, Gerlach AT and 
Miller SF. Early glycemic control in critically ill 
patients with burn injury. J Burn Care Res 
2011; 32: 583-590.

[26]	 Somerset A, Coffey R, Jones L and Murphy CV. 
The impact of prediabetes on glycemic control 
and clinical outcomes postburn injury. J Burn 
Care Res 2014; 35: 5-10.

[27]	 Dahagam CK, Mora A, Wolf SE and Wade CE. 
Diabetes does not influence selected clinical 
outcomes in critically ill burn patients. J Burn 
Care Res 2011; 32: 256-262.

[28]	 Thombs BD, Singh VA, Halonen J, Diallo A and 
Milner SM. The effects of preexisting medical 
comorbidities on mortality and length of hospi-
tal stay in acute burn injury: evidence from a 
national sample of 31,338 adult patients. Ann 
Surg 2007; 245: 629-634.

[29]	 Lumenta DB, Hautier A, Desouches C, Gou-
vernet J, Giorgi R, Manelli JC and Magalon G. 
Mortality and morbidity among elderly people 
with burns--evaluation of data on admission. 
Burns 2008; 34: 965-974. 

[30]	 Apesos JDB, Law EJ. Comparative statistical 
methods in the analysis of burn victims. Burns 
1980; 6: 181-189.

[31]	 Hammond J and Ward CG. Burns in octogenar-
ians. South Med J 1991; 84: 1316-1319.

[32]	 McGill V, Kowal-Vern A and Gamelli RL. Out-
come for older burn patients. Arch Surg 2000; 
135: 320-325. 

[33]	 Germann G, Barthold U, Lefering R, Raff T and 
Hartmann B. The impact of risk factors and 
pre-existing conditions on the mortality of burn 
patients and the precision of predictive admis-
sion-scoring systems. Burns 1997; 23: 195-
203.

[34]	 Roi LD, Flora JD Jr, Davis TM and Wolfe RA. Two 
new burn severity indices. J Trauma 1983; 23: 
1023-1029.

[35]	 Chen SZ, Li J, Li XY and Xu LS. Effects of vacu-
um-assisted closure on wound microcircula-
tion: an experimental study. Asian J Surg 2005; 
28: 211-217.

[36]	 Morykwas MJ, Argenta LC, Shelton-Brown EI 
and McGuirt W. Vacuum-assisted closure: a 
new method for wound control and treatment: 
animal studies and basic foundation. Ann 
Plast Surg 1997; 38: 553-562.

[37]	 Moues CM, Vos MC, van den Bemd GJ, Stijnen 
T and Hovius SE. Bacterial load in relation to 
vacuum-assisted closure wound therapy: a 

prospective randomized trial. Wound Repair 
Regen 2004; 12: 11-17.

[38]	 Weed T, Ratliff C and Drake DB. Quantifying 
bacterial bioburden during negative pressure 
wound therapy: does the wound VAC enhance 
bacterial clearance? Ann Plast Surg 2004; 52: 
276-279; discussion 279-280.

[39]	 Wackenfors A, Gustafsson R, Sjogren J, Algots-
son L, Ingemansson R and Malmsjo M. Blood 
flow responses in the peristernal thoracic wall 
during vacuum-assisted closure therapy. Ann 
Thorac Surg 2005; 79: 1724-1730; discussion 
1730-1721.

[40]	 Wackenfors A, Sjogren J, Gustafsson R, Algots-
son L, Ingemansson R and Malmsjo M. Effects 
of vacuum-assisted closure therapy on ingui-
nal wound edge microvascular blood flow. 
Wound Repair Regen 2004; 12: 600-606.

[41]	 Saxena V, Hwang CW, Huang S, Eichbaum Q, 
Ingber D and Orgill DP. Vacuum-assisted clo-
sure: microdeformations of wounds and cell 
proliferation. Plast Reconstr Surg 2004; 114: 
1086-1096; discussion 1097-1088.

[42]	 Shi B, Chen SZ, Zhang P and Li JQ. [Effects of 
vacuum-assisted closure (VAC) on the expres-
sions of MMP-1, 2, 13 in human granulation 
wound]. Zhonghua Zheng Xing Wai Ke Za Zhi 
2003; 19: 279-281.

[43]	 Zawacki BE. The local effects of burn injury. In: 
JA B, editors. The art and science of burn care. 
Rockville MD: Aspen Publishing; 1987. pp. 25-
36.

[44]	 Zawacki BE. The natural history of reversible 
burn injury. Surg Gynecol Obstet 1974; 139: 
867-872.

[45]	 Morykwas MJ, David LR, Schneider AM, Whang 
C, Jennings DA, Canty C, Parker D, White WL 
and Argenta LC. Use of subatmospheric pres-
sure to prevent progression of partial-thick-
ness burns in a swine model. J Burn Care Re-
habil 1999; 20: 15-21.

[46]	 Kamolz LP, Andel H, Haslik W, Winter W, Meissl 
G and Frey M. Use of subatmospheric pressure 
therapy to prevent burn wound progression in 
human: first experiences. Burns 2004; 30: 
253-258.

[47]	 Chong SJ, Ooi A, Kok YO and Tan MK. Full thick-
ness burns over bilateral patella tendons - ad-
junctive Hyperbaric Oxygen Therapy and Nega-
tive Pressure Wound Therapy for wound bed 
preparation and improved graft take. Ann Acad 
Med Singapore 2011; 40: 471-472.

[48]	 Fife CE, Buyukcakir C, Otto G, Sheffield P, Love 
T and Warriner R 3rd. Factors influencing the 
outcome of lower-extremity diabetic ulcers 
treated with hyperbaric oxygen therapy. Wound 
Repair Regen 2007; 15: 322-331.

[49]	 Jones LM, Coffey R, Khandelwal S, Atway S, 
Gordillo G, Murphy C, Fries JA and Dungan K. A 



Diabetes mellitus and burns. Part II

21	 Int J Burn Trauma 2015;5(1):13-21

clinician’s guide to the treatment of foot burns 
occurring in diabetic patients. Burns 2014; 40: 
1696-1701.

[50]	 Perez-Guisado J, Gaston KL, Benitez-Goma JR, 
Cabrera-Sanchez E, Fidalgo-Rodriguez FT, Rio-
ja LF and Thomas SJ. Smoking and diabetes 
mellitus type 2 reduce skin graft take; the use 
of fibrin glue might restore graft take to opti-
mal levels. Eur J Dermatol 2011; 21: 895-898.

[51]	 Currie LJ, Sharpe JR and Martin R. The use of 
fibrin glue in skin grafts and tissue-engineered 
skin replacements: a review. Plast Reconstr 
Surg 2001; 108: 1713-1726.

[52]	 Oliveira PC, Pinheiro AL, de Castro IC, Reis JA 
Jr, Noia MP, Gurgel C, Teixeira Cangussu MC 
and Pedreira Ramalho LM. Evaluation of the 
effects of polarized light (lambda400-200 nm) 
on the healing of third-degree burns in induced 
diabetic and nondiabetic rats. Photomed Laser 
Surg 2011; 29: 619-625.

[53]	 Al-Watban FA, Zhang XY, Andres BL and Al-An-
ize A. Visible lasers were better than invisible 
lasers in accelerating burn healing on diabetic 
rats. Photomed Laser Surg 2009; 27: 269-
272. 

[54]	 Al-Watban FA and Andres BL. Polychromatic 
LED therapy in burn healing of non-diabetic 
and diabetic rats. J Clin Laser Med Surg 2003; 
21: 249-258. 

[55]	 Papanas N and Maltezos E. Becaplermin gel in 
the treatment of diabetic neuropathic foot ul-
cers. Clin Interv Aging 2008; 3: 233-240.

[56]	 Greenhalgh DG, Sprugel KH, Murray MJ and 
Ross R. PDGF and FGF stimulate wound heal-
ing in the genetically diabetic mouse. Am J 
Pathol 1990; 136: 1235-1246.

[57]	 Ge K, Lu SL, Qing C, Xie T, Rong L, Niu YW, 
Wang MJ, Liao ZJ and Shi JX. [The influence of 
L-arginine on the angiogenesis in burn wounds 
in diabetic rats]. Zhonghua Shao Shang Za Zhi 
2004; 20: 210-213.

[58]	 Kurmis R, Parker A and Greenwood J. The use 
of immunonutrition in burn injury care: where 
are we? J Burn Care Res 2010; 31: 677-691.

[59]	 Hamed S, Bennett CL, Demiot C, Ullmann Y, 
Teot L and Desmouliere A. Erythropoietin, a 
novel repurposed drug: an innovative treat-
ment for wound healing in patients with diabe-
tes mellitus. Wound Repair Regen 2014; 22: 
23-33.

[60]	 Caputo GM, Cavanagh PR, Ulbrecht JS, Gib-
bons GW and Karchmer AW. Assessment and 
management of foot disease in patients with 
diabetes. N Engl J Med 1994; 331: 854-860. 


