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Necrotizing fasciitis and
acute renal failure in
mesangiocapillary 
glomerulonephritis
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To the editor: Necrotizing fasciitis is a

condition with a high mortality.1 which

is frequently complicated by acute renal

failure,2 and seems to be favored in the

presence of an underlying immunosup-

pression.3 We present a patient with hy-

pocomplementemic mesangiocapillary

glomerulonephritis, who developed ne-

crotizing fasciitis. A 62 year-old patient

had a history of high blood pressure,

smoking habit, dyslipidemia, and idio-

pathic type I mesangiocapillary glomeru-

lonephritis, with previous serum creatini-

ne levels of 1.9 mg/dL and nephrotic

syndrome. Six months earlier, two

stents were placed in the right common

iliac artery and the right external iliac

artery, because of stenosis due to arte-

riosclerosis. He went to the Emergency

Room because of pain and swelling on

the right inguinal area. Two hours later,

the patient presented great local edema

and increasing pain. On CT scan super-

ficial and deep cellulitis, together with

myositis at the proximal right thigh

and internal compartment, could be

seen. Blood analysis revealed leucopo-

enia (2,680/mm3), serum creatinine le-

vels of 6.2 mg/dL and CK levels of 333.

In the following hours, the patient de-

veloped septic shock with respiratory

distress and acute renal failure, and he

was transferred to the Intensive Care

Unit. Once the hemodynamic situation

was stabilized, the patient underwent

urgent fasciotomy with decompression

of the medial and anterior compart-

ments. The muscle had a ground-glass

appearance, the fascias were enlarged

and there was a small amount of gas

(fig. 1). Muscular biopsy showed in-

flammatory infiltrate with marked neu-

trophilic predominance and the culture

yielded E. coli sensitive to piperacillin-

tazobactam and amikacin. Fourteen

days later, fasciectomy and debride-

ment of the necrotic ulcer were requi-

red, and signs of necrotizing fasciitis

were found. At this moment, Stenotrop-

homonas maltophilia sensitive to cotri-

moxazol was cultured. The evolution

was very slow and the patient was dis-

charged from the hospital after 6

months of in-hospital stay, two of them

at the Intensive Care Unit. During the

process, the renal function was not re-

covered and continuous hemodiafiltra-

tion and later hemodialysis were requi-

red.

Necrotizing fasciitis is an infrequent

disease with a rapid onset, in which

early diagnosis is paramount. It is cha-

racterized by rapid destruction of tis-

sues, toxic systemic signs and high

mortality.1 The infection that localizes

in subcutaneous tissue progressively

destroys the fascia and fat tissue, and

sometimes involves the skin. It can

occur in immunocompetent people, ho-

wever the risk is higher in immunosup-

pressed patients.3 The diagnosis is

made by means of a CT scan,4 but if the

clinical picture is suspected the surgical

intervention should not be delayed.1,3

A survey performed in Ontario in

19973 showed that in 71% of the cases

at least one underlying chronic condi-

tion was present, such as heart disease,

peripheral vascular disease, pulmonary

disease, renal failure, diabetes mellitus,

alcohol abuse, and immunodepression

from different causes. The mean age

was 57.5 years, with male predominan-

ce. Acute renal failure was seen in 35%

of the cases, while respiratory distress

syndrome was seen in 14%. The global

mortality rate was 34%, but was closed

to 100% in those patients that were not

operated.

In the reported case, as well as in

other recently described,5 previous

renal failure and alteration of the im-

munity could have promoted the fas-

ciitis. Surgical intervention in the first

24 hours played a decisive role for the

resolution of the clinical picture. In

spite of the loss of renal function and

the prolonged hospital stay, the patient

has currently an acceptable quality of

life.

1. Schwartz, MN. Cellulitis and subcutaneous
tissue infections. Principles and Practice of
Infectious Diseases, 5º edición, Mandell,
Bennett, Dolin,. p. 1037. Churchill Livings-
tone, Philadelphia, 2000. 

2. Schor N. Acute renal failure and the sepsis
síndrome. Kidney Int 2002; 61 (2): 764-76. 

3. Kaul R, McGeer A, Low DE. Population-
based surveillance for group A streptococ-
cal necrotizing fascitis: Clinical features,
prognostic indicators, and microbiological
análisis of seventy-seven cases. Ontario

Figure 1. Right inferior limb at 24 hours after admission, after fasciotomy. Intense inflammation
and edema.
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Wegener granulomatosis
and cancer
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To the editor: A 50 year-old male is

presented, who is on periodic hemo-

dialysis since April of 1984 because of

chronic renal failure after rapidly pro-

gressive glomerulonephritis secondary

to Wegener’ s granulomatosis.

Wegener’s granulomatosis was first

described in 1931 by Klinger.1 In 1936,

Wegener clearly defined the clinical

and pathological picture.2 The etiology

remains unknown. It is a systemic ne-

crotizing vasculitis, which involves

small arteries and veins, above all in

the upper and lower respiratory tracts

and the kidney.3

Renal involvement manifests with

proteinuria, hematuria and red cell

casts, and progressive renal failure. The

most frequent pathological finding is a

focal necrotizing glomerulonephritis.

Interstitial nephropathy and vasculitis,

as well as proliferative glomeruloneph-

ritis, can also be found.4

In January of 1984, a renal biopsy

was performed and extracapillary ne-

crotizing glomerulonephritis was ob-

served. A biopsy of the nasal cavities

was normal.

The patient received immunosup-

pressive therapy with steroids and cy-

clophosphamide, but the renal function

did not recover.

In February of 1995, the patient pre-

sented a flare of vasculitis, which con-

sisted in the development of a necroti-

zing ulcer at the internal malleolus of

the right foot, pharyngitis, and diffuse

intraalveolar hemorrhage with a radio-

logical pattern of bilateral alveolar in-

filtrate. 

In the lungs, nodules, atelectasis,

pleural effusion and infiltrates can be

seen. Cavitation is frequent.5

At that moment, the patient had posi-

tive anti-neutrophilic cytoplasm auto-

antibodies (c-ANCA) with specificity

for anti-proteinase 3.

The four diagnostic criteria are nasal

or oral inflammation, abnormal radiolo-

gical image, signs of activity in the uri-

nary sediment, and demonstration of

granulomatous inflammation.6 The pre-

sence of ANCA has also been shown to

be useful for making the diagnosis.7,8

The patient reinitiated treatment with

oral cyclophosphamide (1 mg/kg/day)

and prednisone (60 mg PO with pro-

gressive dose reduction). The treatment

was maintained for more than a year.

It is known that cyclophosphamide is

associated with bladder cancer, due to

the action of a drug metabolite, called

acrolein, which has also been related to

a higher incidence of skin cancer and

myeloproliferative syndromes.9

In May of 2002, he was diagnosed

with a stage IV A non-Hodgkin lymp-

homa by means of a lymph node

biopsy. He was treated with 6 cycles of

CHOP and rituximab with partial re-

mission. Since 2003, he has been on

maintenance therapy with periodic cy-

cles of rituximab.

In September of 2007, twenty-three

years after the diagnosis of Wegener’s

disease, he presented an upper respira-

tory tract infection and a chest X-ray

film was performed, which showed

left pleural effusion not present on the

control CT scan performed in January

(fig. 1). Immunological investigations

were negative. A new CT scan was

made, which confirmed the presence

of left pleural effusion and multiple

pulmonary nodules. Diagnostic and

therapeutic thoracocentesis was per-

formed. The fluid was hematic in ap-

pearance and the biochemistry was

compatible with an exudate. The pat-

hological study disclosed an adenocar-

cinoma of the lung and palliative the-

rapy was initiated.

It is well known that Wegener’s dise-

ase has a fatal prognosis if left untrea-

ted, but the treatment is on the long

term associated to an increased cancer

risk, as clearly illustrated by this case.
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Figure 1. Left pleural effusion and multiple
pulmonary nodes.


