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Catheter related septic 
inferior vena cava 
thrombosis
Sir,
Placement of central venous catheter (CVC) is an essential 
technique in the management of critically ill patients. 
Central venous access is needed to give drugs that cannot 
be given by mouth or via a peripheral venous access. We 
experienced a rare complication with CVC and report its 
images.

An 80‑year ‑o ld  man was  hosp i ta l i zed  wi th 
cardiopulmonary arrest in July 2007. Despite our 
intensive care, his consciousness did not recover. 
Because ventilator could not be removed, tracheostomy 
was performed in August. But, he presented high fever. 
Methicillin‑resistant Staphylococcus aureus was detected 
from tracheal tube and blood culture. Thus, vancomycin 
(VCM) was administered; the course was complicated 
by VCM‑induced acute kidney injury (AKI). CVC was 
placed in the inferior vena cava (IVC) via the left femoral 
vein. In September, abdominal computed tomography 
(CT) done for investigation of fever source revealed air 
and thrombosis in IVC [Figure 1]. We diagnosed septic 
IVC thrombosis and CVC was removed. His general 
condition and renal function gradually recovered. Finally, 
gastrostomy was performed and he was transferred to 
another hospital in May 2008.

CVC, thrombosis, and sepsis are related to each other.[1] 
CT is useful for the diagnosis.[2] Nephrologists often care 
for AKI patients with CVC in the intensive care unit. AKI 
patients are immunocompromised and their prognosis 
is very poor.[3] Although rare, it is important to consider 
the possibility of catheter‑related septic IVC thrombosis.
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Figure 1: Abdominal computed tomography (CT) in September. (a) 
Abdominal CT slice at the level of catheter tip. (b) Enlarged view of Figure 
1a square. Arrow shows air in inferior vena cava. Arrowheads show not 
enhanced area by contrast that is indicating thrombosis
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Malignant hypertension and 
nephrotic range proteinuria 
without hematuria: IgA 
nephropathy
Sir,
A 39‑year‑old male was admitted with generalized 
headache, vomiting, and sudden onset blurring of vision. 
There was no history of hypertension, fever, altered 
sensorium or convulsion. On examination, the patient had 
dyspnea, mild pallor, tachycardia and a blood pressure 
(BP) of 210/110 mm of Hg. Ophthalmoscopy revealed 
bilateral papilledema with macular star and flame shaped 
hemorrhage in right eye and soft exudates in the left 
eye. The hypertensive emergency was managed with 
intravenous Labetelol. Investigations revealed anemia 
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(Hb: 10.0 g/dl), dysmorphic red cells on peripheral 
blood smear, serum creatinine: 4.0 mg/dl, normal serum 
electrolytes except hypocalcemia (7.3 mg/dl). Urinalysis 
showed albuminuria (+++) without any evidence 
of microscopic hematuria. His 24 h urinary protein 
excretion was 4.68 g. Serum albumin level was 3.0 g/dl. 
Serum thyroid stimulating hormone level (3.5 mIU/L) 
and urinary metanephrine (3.5 µmol/24 h) levels were 
normal. Collagen vascular disease and vasculitis were 
excluded. Ultrasonography of abdomen showed bilateral 
renal parenchymal disease (right kidney: 85 mm, left 
kidney: 92 mm). Renal artery Doppler study was normal. 
The patient was treated with ramipril, amplodipine and 
prazosin for control of BP.

Renal biopsy [Figure 1] showed IgA nephropathy 
(M1, S1, E0, T2, global glomerulosclerosis: 7/12 
glomeruli, fibrocellular crescents: 2/12 glomeruli). 
The sections were stained for IgG, IgM, IgA, C3, C1q, 
Kappa and Lambda light chains [Figure 2]. There was 
+ 3 mesangial positivity for IgA. Stains for IgG, IgM, 
C3 and C1q were negative. Sections and special stains 
(PAS, silver and trichrome) include renal cortical tissue.

IgA nephropathy (IgAN) constitutes between 7% 
and 16% of biopsy samples from India (average 
8%).[1,2] It classically presents as episodic macroscopic 
hematuria following upper respiratory tract infection or 
asymptomatic proteinuia with microscopic hematuria in 
young male. Malignant hypertension is a rare presenting 
feature.[3] In our patient, malignant hypertension was 
the presenting feature. Other exceptional features 
were normoalbuminemia and absence of oedema in 
the face of nephrotic range of proteinuria and absence 
of hematuria.

Among patients with nephrotic– range proteinuria, 
normoalbuminaemia was associated with IgA N 
with very high specificity. It is possibly due to lower 
proportion of albumin in urinary protein (66%) and 
normal capillary permeability in patients with IgAN.[4] 
Our patient also had a lower urinary albumin to protein 
ratio (53%). The most striking finding in our patient 
was proteinuria without microscopic hematuria. This 
finding is classically not described in IgAN. However, in 
a Finnish cohort, 5.8%of biopsy proven IgAN patients 
had proteinuria without microscopic haematuria.[5]
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Figure 1: Light microscopic description of renal biopy samples stained with 
special stain (PAS, silver and trichrome). Twelve glomeruli are included 
in this biopsy of which 7 are globally sclerotic. Segmental sclerosis with 
adhesion to the Bowmans capsule are identified in 3 glomeruli. Fibrocellular 
crescent is present in two glomeruli. All the glomeruli show an increase 
in cellularity and mesangial matrix. Interstitial fibrosis, tubular atrophy 
and tubular loss involves more than 50% of the core. There is arteriolar 
hyalinosis and fibrointimal proliferation of the arteries

Figure 2: Imunofluorescence staining of the renal biopsy samples: 4 
glomeruli are present for evaluation. The sections are stained for IgG, IgM, 
IgA, C3, C1q, Kappa & Lambda light chains. There is +3mesangial positivity 
for IgA. Stains for IgG, IgM, C3 and C1q are negative
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Extended spectrum beta 
lactamase peritonitis: Our 
experience
Sir,
We read with interest the article of Dr. Sinha and 
Coll[1] on extended spectrum beta‑lactamase (ESBL) 
peritonitis in patient on chronic peritoneal dialysis (PD). 
The guidelines of International Society for PD[2] state 
that the selection of empiric antibiotics must cover all 
serious pathogens that are likely to be present, through 
a first‑generation cephalosporin, such as cefazolin or 
cephalothin, with a second drug for broader Gram‑negative 
coverage (including coverage for Pseudomonas) such as 
aminoglycoside, ceftazidime, cefepime, or carbapenem.

The guidelines of Italian Society of Nephrology state 
that intra‑peritoneal (IP) administration of antibiotic 
agents is the most effective treatment of PD peritonitis; 
intermittent administration may be preferred to continuous 
administration of antibiotic agents in PD peritonitis.[3] We 
routinely, apply these guidelines in our clinical practice. 
We would like to report our similar experience: A 
65‑year‑old Caucasian patient, suffering from autosomal 
dominant polycystic kidney disease, on chronic PD, was 
admitted to hospital for signs and symptoms of peritonitis 
(fever, abdominal pain, cloudy PD fluid effluent, a cell 
count of 9950/ml). He was started on IP cefazolin and 
tobramicine and IV ciprofloxacin, but in the next 72 h 
he worsened vomiting and abdominal pain. Abdominal 
CT scan [Figure 1] showed the presence in the bowels 
of significant fluid with intense gaseous component. The 
PD fluid culture was confirmed to be ESBL secreting 
Pseudomonas aeruginosa. Due to the severe clinical status, 
not having yet of susceptibility, we changed the empiric 
therapy starting intravenous meropenem 500 mg every 
8 h a day. We observed a dramatic clinical improvement 
in the next 24 hours with disappearance of abdominal 

pain and vomiting and recovery of feeding. Having later 
known the result of the susceptibility pattern, positive for 
meropenem (minimum inhibitory concentration 0.25), 
we began IP therapy with this drug (500 mg/2 L). The 
antibiotic was continued for 2 weeks and a repeat PD fluid 
analysis showed a normal cell count and sterile culture.

Furthermore, in Italy, the menace of ESBL peritonitis is 
becoming increasingly common. We agree with the authors 
on the need for studies on the efficacy of meropenem in 
ESBL peritonitis and the best route of administration 
(IP or parenteral), as well as the need for a revision 
of the International Society for PD recommendations, 
incorporating suggestions for ESBL peritonitis.
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Figure 1: Abdomen CT scan: Enlarged polycystic kidneys; presence in the 
bowel of significant fluid with intense gaseous component
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