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deficit of CD19-B in our patient; howe-

ver, this was not the case of other immu-

noglobulins such as IgE, which promote

immediate mast cell degranulation when

coming into contact with the antigenic

factor7,8; and 3) there was a tendency to

develop infections and autoimmune me-

chanisms in these patients, where the un-

controlled external antigenaemia by IgA

dimers was capable of inducing a direct

cytotoxic response or a response media-

ted by Ag-Ac complexes.6

In this area of immunopathology, the

proposed treatment was directed pri-

marily at inhibiting the reaction of

the extracorporeal blood-circuit in-

terface, for which clinical experien-

ces in the literature on pH-metric

modulation of intradialytic anaphy-

laxis were reviewed.9 This was used

to establish a screening protocol for

patients with 1/6M-bicarbonate blo-

odlines (prior to connection during

each session) resulting from the on-

set in an alkalising effect that resol-

ved the episodes of angioedema and

haemodynamic instability. Secondly,

we also adopted other therapeutic

and hygiene measures for the pre-

vention of infectious complications

in the patient, such as the creation of

an arteriovenous fistula, which was

preferable over the central venous

catheter that was being used, or even

the early administration of antibiotic

therapy in the case of respiratory in-

fection. However, we did not consi-

der correcting the IgA deficiency

with exogenous immunotherapy, as

severe cases of HPS secondary to

the formation of anti-IgA antibodies

have been described.10

Conflicts of interest

The authors declare no conflict of inte-

rest related to the content of this article.

1. International Union of Immunological

Societies Expert Committee on Primary

Immunodeficiencies, Notarangelo LD,

Fischer A, Geha RS, Casanova JL, Chapel

H, et al. Primary immunodeficiencies:

2009 update. J Allergy Clin Immunol

2009;124(6):1161-78. 

Severe 
levofloxacin-induced
hypoglycaemia: a case
report and literature
review 
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To the Editor,

We report a case of severe hypogly-

caemia secondary to quinolones in a

haemodialysis patient.

Our patient was a 72-year-old man

who received haemodialysis three

times a week with a tunnelled catheter.

He was admitted for severe shivering

during a dialysis session. Blood and

catheter cultures showed S. maltophil-

ia and E. casseliflavus. The catheter

was removed, and antibiotic treatment

was initiated with levofloxacin, at

250mg every 48h, and cotrimoxazole

once a day.

The patient’s renal failure was then

treated medically. The sepsis developed

without complication until the second

week, when severe hypoglycaemia was

detected, with neurological symptoms

that persisted for three days. The patient

received boluses of glucose at 30% via

intravenous administration, and glucose

infusion at 10%. Suspecting erroneous

intake of oral hypoglycaemic agents,

we performed a drug test but found no

traces of these drugs. On the other hand,

it did reveal the presence of toxic levels

of levofloxacin.

The patient’s underlying nephrological

disease was a primary membranous

glomerulopathy. The patient had been

on haemodialysis for more than ten

years, and had lost all arteriovenous

fistulas. He also had undergone

arthrodesis of the right knee, and had

multiple infections of this joint. He

was hypertensive, and did not suffer

diabetes mellitus.

The patient was under normal treatment

with water-soluble vitamins, amlodip-

ine, and Venofer.
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Membranous
glomerulonephritis
secondary to neoplasia.
Different forms of
presentation 
Nefrologia 2012;32(4):547-8
doi:10.3265/Nefrologia.pre2012.Jun.11542

To the Editor,

The relationship between membranous

glomerulonephritis (MGN) and cancer

is no accidental; this is a classic parane-

oplastic phenomenon. Approximately

25% of these cases are secondary (10%

neoplastic).1 Here, we describe two clin-

ical cases of membranous glomeru-

lonephritis secondary to lung cancer

with different patterns of presentation.

Case 1. Our first patient was a 49-year-

old male with hypertension, sleep ap-

noea-hypopnea, who smoked 40 ciga-

rettes per day. He was admitted due to

Physical examination: the patient

was in a mild stupor; blood pressure:

120/80; heart rate: 80 beats/min; res-

piratory rate: 18 breaths/min; jugular:

5cm at 30°. Heart: RR interval 2

times with II/VI grade systolic mur-

mur in the aortic area (no radiation).

Lungs: basal crackles. Abdomen was

soft, depressible, and painless, with

no visceromegaly. Limbs: oedema

and arthrodesis of the right knee.

Symmetric pulses. No embolic in-

juries.

Laboratory tests: [Na+]: 136mM;

[K+]: 4.5mM; [Cl-]: 100mM; [HCO
3

-]:

20mM; haemoglobin: 9g/dl; blood

urea nitrogen (BUN): 100mg/dl; cre-

atinine: 10mg/dl; thyrotropin (TRH)

1.79mIU/ml; toxicology: 32ug/ml

levofloxacin (therapeutic levels:

6ug/dl).

Hypoglycaemia secondary to lev-

ofloxacin is a very rare adverse reac-

tion (<0.01%) according to the manu-

facturer.1 Several authors have

described it in elderly patients with ad-

vanced chronic renal failure.2-4 The

mechanism of this severe complication

is caused by an inhibition of the K
ATP

channels in the islets of Langerhans,

which enhances calcium influx and the

release of insulin filled vesicles. This

effect has been demonstrated in a

mouse model, and it is similar to that

produced by sulfonylureas.5 Our first

suspicion was the use of oral hypogly-

caemic agents, which is well known to

cause severe hypoglycaemia. Howev-

er, this was ruled out by drug testing,

which revealed the presence of high

levels of levofloxacin, despite having

adjusted the dose for the renal failure

in our patient.

We conclude that, in patients with

advanced renal failure, quinolones

may cause hypoglycaemia as severe

as that produced by oral hypogly-

caemic agents.
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anasarca, showing nephrotic syndrome

(proteinuria: 19g/day), no haematuria,

and normal renal function. An immuno-

logical analysis was negative for anti-

nuclear antibodies and anti-neutrophil

cytoplasmic antibodies; C3 and C4 lev-

els were normal. There was no mono-

clonal spike in serum proteinogram, the

virological study (HbsAg, HbcAb, Hb-

sAb, hepatitis C antibodies, and HIV

antibodies) was negative, and tumour

markers (prostate specific antigen

[PSA], carcinoembryonic antigen, and

alpha-fetoprotein) were normal.

Chest x-ray revealed pleuropulmonary

parenchyma and hili without patho-

logical signs, except for very mild bi-

lateral pleural effusion. Renal biopsy

was diagnostic of stage I MGN. Im-

munofluorescence analysis showed

subepithelial granular deposits strong-

ly positive for IgG.

The patient was started on conserva-

tive treatment with angiotensin-con-

verting enzyme (ACE) inhibitors, an-

giotensin receptor blockers (ARB)

and a diuretic drug. After three

months, the patient was admitted on

two separate occasions due to anasar-

ca and poor response to treatment, and

was started on immunosuppression

with cyclosporine (CsA). By the fifth

month post-biopsy, he showed moder-

ate effort dyspnoea and significant

right pleural effusion. We performed a

thoracentesis with a positive cytologi-

cal test for malignancy. A thoraco-ab-

dominal computed axial tomography

revealed numerous positive lymph

nodes. Bronchoscopy was performed,

confirming stage IV lung adenocarci-

noma with right pleural metastases.

Chemotherapy began with peme-

trexed, and the patient died after 2

months.

Case 2. Our second patient was a 59-

year-old man, smoker of 15 cigarettes

per day, with diabetes mellitus type 2.

He was admitted with oedema and had

proteinuria at 14g/day, microhaema-

turia, and preserved renal function. Im-

munity and complement test results

were normal. Virus serology was nega-


