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anticoagulation drategies are essentid for adequate dialyss.
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L ITERATURE REVIEW

Elevated Preoperative Phosphorus Levels Are an Independent Risk Factor for Cardiovascular Mortality.
Jan-Peter van Kuijk, Willem-Jan Flu, Michel Chonchol etal Am J Nephrol 2010;32:163-168

Serum phosphorus|levels have been associated with adverse long-term outcomein several populations, however, no prior studies evaluated short-
term postoperative outcome. The present study evaluated the predictive value of phosphorus levels on 30-day outcome after vascular surgery.
The study included patients scheduled for major vascular surgery (aortic aneurysm repair, lower extremity revascularization or carotid surgery),
divided into four quartiles based on the preoperative fasting phosphorus level. The endpoints of the analyses were al-cause and cardiovascular
mortality during the first 30 postoperative days and during long-term follow-up (median 3.6 years, interquartile range 1.8-8.0).

Prior to surgery, 1,798 patientswere categorized into thefollowing quartiles: <2.9 mg/dl (n=459), 2.9-3.4 mg/dl (n=456), 3.4-3.8 mg/dl (n=444)
and >3.8 mg/dl (n = 439), respectively. During the first 30 postoperative days, 81 (4.5%) patients died of which 66 (81%) secondary to a
cardiovascular cause. In multivariate analyses, an independent association was observed between phosphoruslevel >3.8 mg/dl and all-cause (OR
253, 95% Cl 1.2-5.4) or cardiovascular mortality (OR 2.37, 95% Cl 1.1-5.7). Baseline serum phosphorus >3.8 mg/dl was also significantly
associated with long-term al-cause mortality (HR 1.38, 95% Cl 1.1-1.7).

Conclusions: Preoperativedevated serum phosphorus demonstrated an independent rel ationship with the occurrence of al-causeand cardiovascular
mortality during thefirst 30 daysafter major vascular surgery. In addition, an €l evated serum phosphorus was independently associated with long-
term mortality.Use of these simple assessment tools and practice of these effective interventions by general medica and hedlthcare practitioners
|will goalong way in addressing therising tobacco epidemicin Indiaand making general healthcare more comprehensive.
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L ITERATURE REVIEW

Primary 1gA nephropathy in north India: is it different?
Neha Mittal, Kusum Joshi, Swapnil Rane, Ritambhra Nada, Vinay Sakhuja; Postgrad Med J2012;88:15-20

ImmunoglobulinA (IgA) nephropathy isthe most common glomerulonephritis worldwide, but has avariable geographic distribution. The bulk of
the disease burden is borne by Asian countries. However, its exact prevalence or clinicopathologic spectrum in Indiais not well documented.
This cross sectional study analysed the renal biopsy findings and clinica features at presentation in 66 patients of primary IgA nephropathy
diagnosed over a period of 2 years (2007-2008). The results were compared with studies from other centres in the country and elsewhere.
1gA nephropathy comprised 8.1% of all native kidney biopsies. The mean age of the patients was 29.9 years with amalefemae ratio of 4.4:1.
Most patients presented with renal failure and a significant percentage (23%) aso had nephrotic range proteinuria. Renal biopsies were classified
by the Haas classification and were further scored by the MEST scoring system of the Oxford classification. By Haas classification, 41 cases
(62%) showed advanced sclerotic lesionsof classV. Active crescents (cellular or fibrocel lular) were seenin 42% of cases, and 26% of cases showed
endocapillary proliferation. Serum creatinine valueswere highest in the presence of proliferativelesions. MEST scoring of the Oxford classification
was not applicablein approximately 18% of cases because of the presence of advanced sclerotic lesions. On immunofluorescence, the majority of
the cases showed both mesangia and membranous positivity for IgA antisera. Electron microscopy reveaed para-mesangial location of immune
complex depasition in the mgjority of the cases. It also showed glomerular basement membrane abnormalities in two cases.
Conclusion Comparison of clinical and pathological features revealed that this disease presents as an advanced disease in much younger
individuds in this study compared to other studies. Elucidation of the underlying factors may have immense therapeutic implications.
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