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might have contributed to incomplete recovery. Given the 
initial biopsy report as acute pyelonephritis and persistent 
renal insufficiency for three months, a diagnosis of Chronic 
Kidney Disease (CKD) was made. This led to diagnostic 
dilemma when patient presented with acute deterioration 
later in the course, as myeloma is elusive to diagnosis in CKD.

Bone pains, the most common symptom effecting 
myeloma patients (70%)[1] may be attributed to renal 
osteodystrophy or osteoporosis. Short of bone biopsy 
accurate diagnosis of bone disease in a CKD[2] patient is 
not possible. Anaemia which affects 80%[1] of myeloma 
patients may be attributed to anaemia of CKD. Anaemia 
is normocytic normochromic in both conditions and is 
not useful until erythropoietin hyporesponsiveness[3] is 
documented, there by delaying diagnosis. Hypercalcemia, 
the most common metabolic complication of myeloma 
effecting one third of patients[4] may be attributed to 
calcium, vitamin D supplements which many of CKD 
patients will be using as well as hyperparathyroidism.

High index of suspicion is required to identify plasma 
cell dyscrasia in a patient with chronic kidney disease. As 
the diagnosis dramatically alters the patient’s subsequent 
management and clinical outcome, multiple myeloma also 
should be considered in differential diagnosis of cause 
for acute deterioration without obvious evident cause in 
chronic kidney disease patient.
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An unusual cause of acute 
deterioration in a chronic 
kidney disease patient
Sir,
A 43 year old non diabetic, non hypertensive female 
presented with fever, loin pains, shortness of breath 
and vomiting of 1 week duration. She had undergone 
total hysterectomy 15 years back. Evaluation revealed 
serum creatinine 9 mg/dl, serum calcium 8.6 mg/
dl, serum albumin 3.0 gm/dl, Haemoglobin ‑ 7.1 gm/
dl, neutrophilic leukocytosis, antinuclear antibody 
(ANA) positive. Urinalysis revealed pyuria, microscopic 
hematuria and culture grew Escherichia coli. Patient 
underwent renal biopsy which revealed neutrophilic 
infiltration in interstitium, no evidence of chronicity, 
immunofluoresence studies were negative, diagnosed 
as acute pyelonephritis. Patient was treated accordingly 
and discharged with a serum creatinine of 2.3 mg/dl 
with a discharge advice of antibiotics, iron, calcium and 
vitamin D supplements.

Follow up after 1 month revealed stable renal function but 
persistent anaemia. Evaluation revealed actively bleeding 
haemorrhoids was managed by hemorrhoidectomy. During 
follow up, patient was persistently anaemic. Iron studies 
were normal and peripheral smear revealed normocytic 
normochromic anaemia. She was started on erythropoietin.

Five months after initial presentation, patient presented 
with acute deterioration in renal function. Investigations 
revealed serum creatinine 7.6 mg/dl, serum calcium 11 
mg/dl, hemoglobin 6.2 gm/dl, total count 8300, urine 
microscopy normal and culture was sterile. Computed 
tomography (CT) abdomen showed normal kidneys and 
fractures of D10, D12 vertebra.

Persistent hypercalcemia despite discontinuation of 
vitamin D analogues, persistent anaemia inspite of iron 
and erythropoietin therapy, vertebral fractures previously 
attributed to osteoporosis raised the suspicion for multiple 
myeloma. Serum protein electrophoresis revealed 
monoclonal band, bone marrow aspiration showed 30% 
plasma cell load. Repeat renal biopsy revealed myeloma 
cast nephropathy [Figure 1]. Immunofluoresence 
revealed casts positive for lambda chain.

Retrospectively, this patient might have myeloma prior to the 
initial presentation which predisposed to pyelonephritis and 
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Figure 1: PAS stain showing fractured casts in the tubules surrounded by 
giant cell reaction and interstitial inflammation
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Polycythemia in hepatits C 
seropositive end stage renal 
disease patients: Role of 
insulin like growth factor 1
Sir,
We present two end stage kidney disease patients 
who were initially erythrocyte sensitizing agent (ESA) 
dependent, but subsequently developed polycythemia in 
spite of stopping the ESA.

A 39‑year‑old gentleman with chronic glomerulonephritis 
was on maintenance haemodialysis since 2007. Serology 
for hepatitis C virus (HCV), hepatitis B virus (HBV) and 
human immunodeficiency virus (HIV) were negative. 
He was initially on weekly 4,000 units of erythropoietin 
alpha S/C. Since there was disproportionate rise in  
h i s  hemog lob in  wi th  th i s ,  we  s topped  h i s 
erythropoietin in December 2011. But his hemoglobin 
continued to be in normal to high normal range  
(13.5‑15.5 g%). Biochemical investigations are noted in  
Table 1. Secondary causes of polycythemia were ruled 
out. The yearly viral marker screening done in March 
2012 showed positivity for HCV.

The second case, a 43‑year‑old man was on maintenance 
haemodialysis since March 2010. He was negative for HCV, 
HBV and HIV. He was on darbepoetin 40 µg on alternate 
weeks with which he maintained a haemoglobin between 
10 g/dL and 11 g/dL. Since December 2011, a steady rise 
in haemoglobin was noticed which reached 15.5 g/dL. We 
stopped ESA in February 2012. Blood investigations noted 
in Table 1. Here again, secondary causes of polycythemia 
were ruled out. This patient was again detected to be 
positive for HCV in March 2012 during the yearly screening.

In short, we have two patients with end‑stage renal 
disease (ESRD) having erythrocytosis in spite of stopping 
ESA. There were no obvious causes for secondary 
polycythaemia. They were subsequently detected to have 
HCV hepatitis on yearly screening. First patient is having 
features of iron overload and the second patient that of 
chronic inflammation, both of which can be explained by 
the presence of chronic hepatitis C infection.

Anaemia is invariabe in patients with chronic kidney 
disease except for some patients with cystic kidney 
disease.[1] Erythrocytosis has been observed in ESRD 
patients with hepatitis C.[2] HCV positivity, as in our 
subjects, was associated with absence of anaemia in a 
cohert of ESRD patients.[3] Another observation study 
has shown a decrease in erythropoietin requirement 
in ESRD patients who are HCV positive.[4] Liver can 
produce erythropoietin as is well known in in utero 
state. However, contradictory findings have been shown 
in different studies regarding association of elevated 
erythropoietin levels associated with erythrocytosis 
in ESRD.[2] Both our patients had low normal levels 
of serum erythropoietin levels. Insulin like growth  

Table 1: Investigations in June 2012
Parameters Case 1 Case 2
Hb (g/dl) 13 14.5
TLC (cumm) 8900 9400
PLC (lakhs/cmm) 1.9 2.2
pO2 (mmHg) 98 96
pCO2 (mmHg) 43 38
HCO3 (meq/L) 22.7 23
S. bilirubin (mg/dl) 0.9 (15.39 µmol/L) 0.8 (13.68 µmol/L)
AST (IU/L) 47 33
ALT (IU/L) 33 35
ALP (IU/L) 313 282
Protein (mg/dl) 7.8 7.5
S. albumin (mg/dl) 3.9 3.6
S. ferritin (ng/dL) >1650 1123
TIBC (250‑450 µg/dL) 192 187
TSAT (mg/dl) 84.4 26.2
S. iron (µg/dL) 162 49
S. epo level (µ/mL) 8.13 4.04
S. IGF‑1 level (ng/mL) 399 (109‑284) 150 (109‑284)
TLC: Total leucocyte count, DC: Differential count, N: Neutrophils 
L: Lymphocytes, E: Eosnophils, PLC: Platelet count, TIBC: Total iron binding 
capacity, TSAT: Transferrin saturation, epo: Erythropoietin 
IGF‑1: Insulin‑like growth factor 1, AST: Aspartate aminotransferase 
ALT: Alanine aminotransferase
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