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an oxidase-positive, gram-negative bacil-

lus. However, culture results of the other

specimens were all negative. The biochem-

ical profile of the isolate generated by the

Vitek GNI Plus card (bioMérieux) and

negative reactions for esculin hydrolysis

and Voges-Proskauer test were in agree-

ment with the identification of A. trota.

The isolate was resistant to cefazolin, cef-

metazole, and flomoxef but was suscep-

tible to ampicillin, ceftazidime, cefepime,

and imipenem, using the standard disk

diffusion method. The patient responded

unsatisfactorily to flomoxef treatment,

with persistent fever and hypotension ne-

cessitating inotropic agent use. Antibiotic

treatment was switched to intravenous

ceftazidime (1 g every 8 h) after the no-

tification of the susceptibility test results;

fever subsided 1 day later, and the wound

improved gradually. The patient experi-

enced an uneventful recovery during 14

days of ceftazidime treatment.

Human infections with Aeromonas spe-

cies are most often associated with trauma

involving exposure to contaminated fresh

or brackish water or soil [1]. The predom-

inant Aeromonas species associated with

human infections are Aeromonas hydro-

phila, Aeromonas caviae, and Aeromonas

sobria [1–3]. A. trota is commonly isolated

from human feces, and isolation of this

organism from a human appendix has also

been reported [4]. However, A. trota has

rarely been documented as a causative

agent of human infections [2, 4, 5].

Voss et al. [6] reported that 43% of

Aeromonas species–associated wound in-

fections were water-related and that the

striking of a submerged object (e.g., roots,

tree branches, or rocks) while walking

barefoot along the bank of a stream, river,

or lake was the common precipitating

event. Our patient was initially hospital-

ized because of injuries sustained from a

fall into a pond while she was riding a

motorcycle. This history suggests that A.

trota infection developed as a result of ex-

posure of the abrasion injury to an en-

vironmental source (water or soil) con-

taining aeromonads. Most infections

caused by Aeromonas species are found in

immunocompromised hosts, especially in

patients with liver cirrhosis (as in our pa-

tient) and malignancies [7, 8].

In previous reports, isolates of A. trota

were shown to be susceptible to many an-

timicrobial agents, including ampicillin

and piperacillin, but some were resistant

to cefazolin (to which 20% of isolates were

resistant) and cephamycin (i.e., cefoxitin,

to which 13% of isolates were resistant)

[4, 9]. The antibiogram of our isolate sup-

ported the identification of A. trota [9].

The poor in vivo response to flomoxef

experienced by our patient also paralleled

the in vitro resistance of our isolate to this

agent.

In summary, exposure to a fresh water

environment and underlying liver cirrho-

sis were important precipitating factors for

the development of an aeromonal wound

infection in our patient. This case dem-

onstrates that A. trota infection can pre-

sent as wound infection and septic shock.
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Invasive Aspergillosis in
Patients with Acute
Leukemia: Update on
Morbidity and Mortality—
SEIFEM-C Report

To the Editor—Aspergillus species rep-

resent the main cause of fungal infections

in patients with acute leukemia [1, 2].

During the past few years, we have con-

ducted 2 consecutive multicenter studies

to evaluate the incidence of and mortality

rate associated with aspergillosis among

these patients [2, 3]. In the first study

(conducted from 1987 through 1998),

among 4448 cases of acute leukemia (both

lymphoid and myeloid), we identified 209

cases of proven or probable invasive as-

pergillosis, with an incidence of 4.7% and

an attributable mortality rate (AMR) of

48% [2]. More recently (from 1999

through 2003), among a population of

4185 patients with acute leukemia, 257

proven or probable cases of aspergillosis

were diagnosed, with an incidence of 6.1%

[3]; the AMR was 38.5% (99 of 257 cases

ended in death). Six institutions partici-

pated in both studies; an analysis of all

patients with acute leukemia from 1987

through 2003 has been possible. An ab-

solute increase in cases of aspergillosis was

 at FA
C

O
L

T
A

' IN
G

E
G

N
E

R
IA

 N
A

PO
L

I - B
IB

L
IO

T
E

C
A

 C
E

N
T

R
A

L
E

 on A
ugust 31, 2012

http://cid.oxfordjournals.org/
D

ow
nloaded from

 

http://cid.oxfordjournals.org/


CORRESPONDENCE • CID 2007:44 (1 June) • 1525

observed, but the incidence rate remained

stable. Conversely, a significant reduction

in AMR was documented (from 60% [12

of 20 cases ending in death] during 1987–

1988 to 32% [24 of 76 cases ending in

death] during 2002–2003; ).P p .019

Since 2003, we have had the perception

that the application of a correct and timely

diagnostic examination (including, for ex-

ample, a galactomannan test, PCR, and a

high-resolution chest CT scan) and the

availability of more efficacious and less

toxic antifungal drugs (i.e., voriconazole

and caspofungin) have modified the epi-

demiology of aspergillosis. To confirm this

perception, a new study was performed in

2006. Two hundred thirty-seven new cases

of acute leukemia were recorded among

the 6 centers that participated in the other

2 studies. Invasive aspergillosis was diag-

nosed in 30 of these cases (6 [20%] were

proven cases, and 24 [80%] were probable

cases), with an incidence of 12.7%; inva-

sive aspergillosis was the cause of death in

only 4 patients (AMR, 13%). A compar-

ison was made between the incidence of

and AMR associated with acute leukemia

in 2002 (the year before the introduction

of caspofungin and voriconazole) and

2006. A significant increase in the inci-

dence (25 of 430 cases vs. 30 of 237 cases;

) and a decrease—although notP p .002

significant—in the AMR (24% [6 of 25

cases ending in death] vs. 13% [4 of 30

cases ending in death]) were observed.

These data confirm recent results show-

ing that a prompt diagnostic examination

is very helpful for identification of asper-

gillosis [4]. The apparent increase in the

incidence may have occurred because di-

agnoses that were only suspected in the

past are now more easily affirmed. In par-

ticular, the increased incidence of probable

aspergillosis that we observed could be re-

lated to the increased reliability of galac-

tomannan tests, allowing for a decrease in

the proportion of possible aspergillosis,

according to the upgraded European Or-

ganization for Research and Treatment of

Cancer/Mycosis Study Group criteria (5).

The absence of common upgraded

guidelines for the use of new antifungal

drugs had allowed all participating centers

to use different therapeutic approaches,

according to literature [6–8], local expe-

rience [9], and international trials [10].

On the other hand, clinical data on the

use of voriconazole, caspofungin, or li-

posomal amphotericin B revealed no dif-

ference with regard to mortality. The lack

of statistical difference in AMR was prob-

ably because of the low number of cases,

although present data confirm a trend of

decreased AMR, which was observed in a

previous study [3].

In conclusion, our data suggest that,

presently, mortality attributable to inva-

sive aspergillosis associated with acute leu-

kemia is probably a less compelling prob-

lem than is morbidity. New antifungal

drugs are associated with decreased mor-

tality rates, although they are also associ-

ated with higher costs. An effective pro-

phylaxis could play a role in decreasing

the number of cases of aspergillosis. Re-

cent data have revealed that posaconazole

prophylaxis might decrease the incidence

of aspergillosis [11], whereas, in the past,

fluconazole or itraconazole failed to do

this.
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Mucosal Leishmaniasis
and Miltefosine

To the Editor—Because of its significant

morbidity and mortality, mucosal leish-

maniasis (ML) is an important endemic

disease and a public health problem in

underdeveloped countries. The increase in

ecological tourism has resulted in the ex-

tension of this problem to developed

countries. The current treatment for ML

 at FA
C

O
L

T
A

' IN
G

E
G

N
E

R
IA

 N
A

PO
L

I - B
IB

L
IO

T
E

C
A

 C
E

N
T

R
A

L
E

 on A
ugust 31, 2012

http://cid.oxfordjournals.org/
D

ow
nloaded from

 

http://cid.oxfordjournals.org/

