« Diabetic nephropathy (DN} is an important cause of morbidity and mortality in both type 1and type 2 diabetes. (1) Among the causes of

ESRD in the world, DM is accounted for 30-50%.(2)

« The hallmark of established DN is persistent albuminuria, with co-existing retinopathy and no evidence of alternative kidney disease. In
T1DM, this definition is highly specific. But, there is greater heterogeneity in T2DM in clinical presentation and in epidemiology. This
includes greater variation in the timing between diagnosis of diabetes and development of DN. (2)

« [t is rare for DN to manifest in people with TIDM in the first 10 years following diagnosis, but between 10 and 20 years the incidence of DN

is approximately 3% per year. (2)

= T2DM accounts for 90% of diabetes globally. Up to 3% of those with T2DM present with already developed albuminuria at time of

diagnosis.(2)

Major risk factors(1) include-

1. Poor glycaemic control

2. Long duration of diabetes

3. Presence of other microvascular
complications

4. Ethnicity (e.g. Asians, Pima Indians)

6. Pre-existing hypertension

6. Family history of diabetic nephropathy

7. Family history of hypertension

A number of clinical characteristics have been
described that are associated with higher risk of
progression of DKD including severity of albuminuria,
rate of eGFR decline,

systolic blood pressure, haemoglobin Alc,

serum uric acid. (2)

Diabetic nephropathy should be considered in patients who
have diabetes mellitus (DM) and a history of one or more of the
following:

« Passing of foamy urine

« Fatigue and foot edema

« Other associated disorders such as peripheral vascular
occlusive disease, hypertension, or coronary artery disease.(3)

On physical examination,Patients may have physical findings
associated with long-standing diabetes mellitus, such as the
following:

« Hypertension

+ Peripheral vascular occlusive disease (decreased peripheral
pulses, carotid bruits)

« Evidence of diabetic neuropathy (decreased fine sensations
and diminished tendon reflexes, nonhealing ulcers).(3)

0 -l Lifestyle Targets

» Physical activity>150
min/week aerobic
activity (2)

= >5% weight loss if
BMI = 25 kg/m2.(2)

+ Smoking cessation is
recommended.(2)

» Dietary sodium should
be <2300 mg/day.(2)

0 2 Glycaemic control

» HBA1C<7% for most
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Figure1: Pathophysiolagy of Disbetic nephropathy(3)

Screening: People with diabetes should have renal function and albuminuria measured at diagnosis and annually thereafter in
T2DM; in TIDM, this can start from 5 years after diagnosis.(2)

Albuminuria is best assessed using ACR measurements on spot urine samples (ideally early morning samples) (2}

Renal function should be assessed using a serum-creatinine based eGFR calculation.(2)

Confirmation of persistent abnormalities: Clinical diagnosis of DN can be made when there is persistent moderate or severe
albuminuria or a persistent reduction in eGFR to <60 mL/min/1.723 m2, occurring at least 5 years after onset of diabetes. In over
95% of cases, diabetic retinopathy is concurrently present.(2)

Renal Ultrasonography: In USG, kidney size is usually normal to increased in the initial stages and, later, decreased with
chronicity.(3)

Renal Biopsy: Renal biopsy is not routinely indicated in all cases of DN. It is indicated if the diagnosis is in doubt, if other kidney
disease is suggested, or if atypical features are present.(2,3) Classes | to IV are characterized by thickening of the glomerular
basement membrane, mesangial expansion, nedular sclerosis (Kimmelstiel-Wilson lesion) and severe glomerulosclerosis,
respectively.(2)

03 Blood pressare

= BP target should be

U 4 Lipid lowering drugs

= High-intensity statin is

patients.(2)
+ SGLT2i is recommended
who require another drug
added to metformin to
attain target HBA1C or
cannot use or tolerate
metformin.(2)
DPP-4 inhibitors are anti-
inflammatory and anti-
oxidative.So.process of
glomerulosclerosis is
delayed.(4)
GLP-1receptor agonists
reduce the expression of
AGE receptors.(4)
Newer drugs undergoing
trials include protein
kinase C (PKC)
inhibitors,advanced

lycation end-products
AGE) inhibitors.[4)

<130/80 mmHg if 10
year CV risk =15%.(2)

» Inhibition of the RAAS is
a cornerstone in the
management of
DN:RAASI (ACEls &
ARBs) is first-line
antihypertensive.(1-4)

recommended for all
patients aged 50-70
years with multiple CV
risk factors.(2)
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