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only and followed by microhematuria

with mild proteinuria. Blood pressure

was always normal. Among laboratory

investigations creatinine was 77 µmol/l,

platelet count, C3 and C4 levels were

normal, antinuclear antibody and

rheumatoid factor were absent, serum

IgA levels were increased for his age

(232 mg/dl). Characteristic skin manifes-

tations, joint involvement and hematuria

led us to the diagnosis of HSP nephritis

(HSPN). Purpura and arthritis resolved in

three weeks. Nephritis had a benign evo-

lution. After six months the boy was nor-

motensive without residual microhema-

turia nor proteinuria and his renal

function was normal.

Pathogenesis of HSPN has very re-

cently reviewed.2 High levels of

galactose-deficient IgA1 (Gd-IgA1)

has been found in children with

HSPN, but not in HSP affected pa-

tients without nephritis. Gd-IgA1

seems to have a pivotal role both in

HSPN and IgA nephritis. Gd-IgA1 is

recognised by anti-glycan antibodies

and form large molecular immune

complexes. Their deposit in renal

mesangium is thought to initiate

glomerular inflammation.

Many factors may activate IgA1 over-

production and subsequent disease: a list

that includes various infective agents

and medications has been published in a

review by Rai et al., but it does not con-

tain Salmonella enteritidis.3 Afterwards

a case of HSP nephritis in a 50-year-old

woman with Salmonella typhi septi-

caemia has been described.4 At our

knowledge our case of HSP nephritis

induced by Salmonella enteritidis is

the first described in literature. This

pathogen, very common in children,

should be included in the number of in-

fectious agent that can trigger HSPN.
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Dear Editor,

Henoch-Schönlein purpura (HSP) is a

common type of vasculitis in children.

Renal involvement is frequent and not al-

ways benign. Prognostic factors have

been recently reviewed by García et al.

on your Journal, older age and relapses

being related to a poorer renal prognosis.1

We present a case of 5-years old boy

who was admitted to our hospital with

a history of fever-chills, vomiting, ab-

dominal cramping and diarrhoea. He

received IV and subsequent oral rehy-

dration and his conditions improved in

three days. A stool culture yielded Sal-

monella enteritidis. After an interval of

one week by the onset of gastrointesti-

nal symptoms he developed symmetri-

cal purpuric papules and plaques at the

lower extremities and arthralgia of the

tibio-tarsal joints. Two days later ap-

peared frank hematuria lasting one day
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Dear Editor,

Simultaneous renal and pancreatic

transplantation is the best treatment

option for young patients (< 45 years)

who have type 1 diabetes mellitus

(DM) and advanced stages of diabetic

nephropathy, in the absence of other

cardiovascular risk factors, as long as

the transplantation waiting time is not

unreasonably prolonged.1

Due to the characteristics of this type of

donors and recipients, patient and graft

survival is similar to living donor

transplant cases.2 The pancreatic graft in

this case has a survival rate of around

70% five years after transplantation.

We report a case of a 47-year-old man

who underwent simultaneous pancreas

and kidney transplantation and came in

for follow-up; he was asymptomatic

except for mild discomfort in the area
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after admission, the tacrolimus levels

were adjusted to 10ng/ml and the

patient was treated with 4 boluses of 6-

methylprednisolone, with reduction but

not normalisation of pancreatic

enzymes. Treatment was initiated with

thymoglobulin (3mg/kg) via a jugular

catheter. This medication was poorly

tolerated and the patient developed

fever, myalgias, gastrointestinal

intolerance, and general worsening,

which improved with symptomatic

treatment. The pancreatic enzyme

levels normalised after three doses of

thymoglobulin, and renal function

remained stable. Prophylactic

treatment with septrim and oral

valganciclovir was started at the time

of discharge.

Acute rejection is 1.5 to 2 times

more common in combined pan-

creas-kidney transplantation than in

simple renal transplantation. It also

occurs later and is more often resist-

ant to steroids.3 However, graft loss

due to a pancreatic rejection is more

uncommon in the case of combined

transplantation than in either of the

other two methods (pancreas after

kidney and pancreas alone).4 Pancre-

atic rejection may or may not be as-

sociated with renal graft rejection

and it can occur synchronously or

asynchronously. Confirmation by re-

nal biopsy is sufficient when it oc-

curs simultaneously.

Pancreatic rejection initially occurs

against acinar cells, such that the islets

of Langerhans continue functioning at

first. Thus, uncontrolled blood glucose

is a late event in the course of acute

pancreatic rejection, when more than

90% of the graft has been affected.

In combined transplantation of the

pancreas and kidney, renal graft

rejection is more common and more

serious than pancreatic rejection, and

therefore monitoring of serum

creatinine is usually used to detect

rejection of both organs. However, up

to 15% of cases of pancreatic rejection

occur without any damage to the renal

graft.5

of the pancreatic graft. He was sent

from the outpatient clinic for admission

in order to obtain laboratory data

related to pancreatic injury.

His medical history included

hypertension and type 1 DM with

diabetic retinopathy and nephropathy;

he had received Continuous Ambulatory

Peritoneal Dialysis (CAPD) for 18

months. Ischaemic heart disease had

been ruled out and he received

pancreatic and kidney transplants 7.5

years ago, both of which are currently

functional.

The donor was a 21-year-old man who

died of multiple trauma, with the same

blood group as the patient, and no HLA

compatibility among those that were

tested. The pancreas was transplanted

with exocrine drainage into the

duodenum. Both grafts were initially

functional, the patient did not require

insulin starting in the first 24 hours and

plasma creatinine was 0.8mg/dl on the

third day. Thymoglobulin induction

was performed during the first 4 days

after transplantation, and then

suspended due to lymphopoenia and

thrombocytopoenia. Tacrolimus was

started, which, along with MMF and

prednisone, became the patient’s

maintenance immunosuppressive

therapy.

On the current admission the patient has

good blood glucose control and blood

pressure. On physical examination, the

patient had no pathological findings

except for discomfort on palpation of

the epigastric area. The main laboratory

data obtained were: plasma creatinine

1mg/dl, amylase 440mg/dl, lipase 403

U and tacrolimus levels of 3.1ng/ml.

Ultrasonography was performed which

showed slight oedema of the pancreatic

graft and resistive index (RI) within

normal limits, without abnormalities in

the renal graft.

The clinical symptoms were

interpreted as being consistent with

acute rejection of the pancreatic graft,

probably related to low levels of the

anti-calcineurin agent. In the first days

In the case of enteric drainage,

pancreatic function cannot be

monitored via amylasuria, so it is

important to pay attention to more

nonspecific data, such as serum

pancreatic amylase and lipase levels.

Ultrasound-guided pancreatic biopsy

does not require laparotomy, but it

carries a 3 to 15% risk of non-diagnosis

due to sampling failure.6 The diagnostic

alternative is laparoscopic biopsy.

Information provided by Doppler

ultrasound or CT is often non-specific.
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A 75-year-old man, diagnosed with

ischaemic nephropathy on

haemodialysis for the past 5 years, was

admitted to the emergency room with

pain in the right iliac fossa. The patient

was afebrile, without vomiting, but did

have constipation. On physical

examination, there was absence of

peristalsis and tenderness to palpation

in the right iliac fossa. The laboratories

were unremarkable (no leukocytosis,

amylase, or lipase within the ranges

adjusted to the degree of uraemia, etc.).

Plain abdominal radiography showed

remains of lanthanum carbonate in the

colon, dilated loops of bowel, and,

overall, a pseudobstructive pattern.

Surgical intervention was decided upon

for suspicion of an obstructed bowel

loop, with a preoperative diagnosis of

intestinal ischaemia. The patient

underwent surgery during which no

signs of mesenteric thrombosis were

seen, bowel loops appeared normal, as

well as the appendix and the abdominal

environment.

Clearly, although we are unable to state

anything conclusively, we must suggest

a possible iatrogenic aetiology related

to lanthanum ingestion, as previously

reported, and the importance of

remaining alert to the occurrence of

processes similar to those described. 
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Dear Editor, 

Currently, we have a wide range of

options regarding the treatment of

bone metabolism in haemodialysis.1

Recently, even with limited time

that sevelamer has been used to

control hyperphosphataemia, many

nephrologists have opted for

lanthanum carbonate based largely

on the fewer number of tablets

required for this therapy.2 The most

frequent side effect of these drugs

is manifested in the gastrointestinal

tract, primarily affecting gastrointestinal

transit, since they are binding

compounds.

In our unit, after one year of treating

hyperphosphataemia with lanthanum

carbonate, our level of control may be

considered acceptable in terms of the

percentage of patients with phosphate

levels less than 5.5. Tolerance has been

good, in general, and we have

radiologically confirmed the residual

presence of this substance in the colon

on more than one occasion, which is to

be routinely expected and has been

previously described.3

Here we present the case of a patient

who presented with severe abdominal

pain with intestinal paralysis, in whom

lanthanum carbonate could not be

excluded as a causal or contributing

agent.
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Dear Editor,

The ability to become and remain

pregnant in patients with chronic

kidney disease depends on its stage. In

early stages of the disease, there are

practically no differences from a

normal pregnancy.1 On the other hand,

the difficulties that pregnancy poses to

renal replacement therapy (RRT) are

well known, and better outcomes have

been described in patients who have

undergone renal transplantation.2

However, the presence of advanced

chronic kidney disease (stage 3-4) and

pregnancy is an uncommon

occurrence. Here we present the

progression and treatment of a

pregnant woman with stage 4 chronic

kidney disease, which is especially

unusual.

The patient is a 23-year-old female

with epilepsy and chronic renal failure

secondary to interstitial nephropathy.

She was not hypertensive and

presented, at one month of gestation,

with the following laboratory findings:

Hb: 13.1g/dl, Cr: 2.7mg/dl, urea:

101mg/dl, Ca: 9.1, P: 3.8mg/dl, HCO3:

19mmol/l, PTH: 480pg/ml, estimated

glomerular filtration rate (eGFR) (MDRD-

4): 21ml/min/1.73m2, proteinuria:

2.23g/day; other tests without

significant abnormalities. Weight

45.8kg and blood pressure (BP)

113/75mmHg. The progression of

laboratory values can be seen in Figure

1. Clinical progression, BP control,

presence of urea less than 100mg/dl or

serum creatinine less than 4mg/dl, and

ultrasound follow-up were established

as the parametres to be assessed at the

beginning of the RRT. These values


