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Diabetes made fun
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The DHOL

The drums of diabetes are beating




AD diabetes

AH hypertension
AO obesity

AL lipidemia




Definition



a disease Iin which
UKS 02RéQa FoAfAGEe (2 LINEREF
to the hormone insulin Is impaired,
resulting in abnormal metabolism of carbohydrates
and elevated levels of glucose in the blood.



ADA

A complex chronic iliness
Requiring continuous medical care
With multifactorial risk reduction strategies
Beyond glycemic control



Diagnosis



AFasting glucose
A2 hour plasma glucose: post load or post challenge

AA1C

ARandom plasma glucose + symptoms

AMax diagnosis is with 2 h PG; least with A1C
ARepeat test if symptoms are absent
AMax variation with 2 h PG, minimum with A1C



Doing an OGTT

AEquivalent of 75 g of anhydrous glucose



When to Suspect that a Patient with Diabetes
Has a Hemoglobinopathy

Aan A1C result is different than expected
Aan A1C result is above 15%

Aresults of sedmonitoring of blood glucose have a low correlation with
A1C results
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following a change in laboratory A1C methods



False A1C

AFalsely low A1C result can occur in
Aanemia
Aheavy bleeding

AFalsely elevated A1C result can occur in
Airon deficiency anemia



Classification

AType 1

A Autoimmune
Aldiopathic

AType 2

APrediabetes
AIFG
AIGT

AGDM
AOthers



Other non type 2 DM

AMonogenic diabetes
ANeonatal diabetes
AMODY- Maturity onset diabetes of the young

ACystic fibrosis related diabetes
ACorticosteroid induced diabetes
APancreatic diabetes

AType 1.5 diabetes

AType 3 diabetes

ALADA: Latent autoimmune diabetes of adults



D/D of type 2 diabetes



Targets of therapy



Targets of therapy

AA1C

APremeal glucose
APostmeal glucose

AOthers??



Monitoring

AA1C

AGLUCOSE

AFrequency
ABy whom?
AWhat time?

AFlash, CGMS
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THE THERAPUTIC PENTAD AND PENTUPLETS
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Figure 1: The therapeutic pentad and pentuplets. BP: Blood pressure, PRO: patient reported outcomes

\ HDL-C: High-density lipoprotein-chaolesterol, LDC-C: Low-density lipoprotein-cholesterol




THE THERAPEUTIC HEXAD AND HEXUPLETS
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Management approach



Multifactorial approach in managing T2D patients with CVD

Lifestyle modification Glycaemic control

wGenerally, HbA <7.0%

wOnN an individual basis, <& 9%

or above 7%
Multifactorial

Approach

Blood-pressure control Management

of dyslipidaemia

CV, cardiovascular; HhAglycosylated haemoglobin; T2DM, type 2 diabetes
mellitus

1. Rydén L et aEur Heart 2013;34:303§3087; 2. Fox CS et Bliabetes Care Platelet inhibition

2015;38:177¢1803; 3. Piepoli MF et dur Heart 2016;37:231§2381



CV benefits of intensive glycaemic control
10 years from the UKPDS
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Impact of intensive vs. conventional
glucoselowering therapy

Study
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Intensive glycaemic control has no overall impact ecaalse mortality

Intensive treatment/ Weight of Odds ratio
standard treatment study size [95% CI]
Participants Events

UKPDS 3071/1549 539/302 10.1% a 0.79[0.53; 1.20]

ADVANCE 5571/5569 498/533 29.4% — B 0.93 [0.82; 1.05]
|
VADT 892/899 102/95 15.5% | g 1.09 [0.81; 1.47]
|
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|
|
1
| | | I | | | | |
0.4 0.6 0.8 1.0 1.2 14 16 18 20

< »

Favours intensive treatment Favours standard treatment




Mortality at 2}year followup
STENQ@ 2 Trial
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Metabolic karma
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\ HDL-C: High-density lipoprotein-chaolesterol, LDC-C: Low-density lipoprotein-cholesterol
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The 5D approach to refractory diabetes

D Diagnosigo be reviewed

D Diseasecomorbid,to be excluded
wMedical/Endocrine/Surgical

D Distress
wPsychological/Psychiatric

D Dietandlifestyle

D Druganddrugregimenchoice



D

D for dialogue



The 71 approach to refractory diabetes

nfection

njury

nflammation

nvasive tumour

rritability, psychogenic
atrogenic cause

ntervention, needed/planned

o Io To Po Io To o




| for interaction
| for initiate
Increase
Intensify
Interchange



Varo-centric Diabetes Management

Sanjay Kalra
Department of Endocrinology, Bharti Hospital, Kamal, india

weight gain. This communication proposes a varo-centric model of diabetes care. This approach helps choose appropriate glucose-

lowering therapy, based upon weight (body mass index). The varo-centric model suggests a weight-centric approach to selection of
drugs. While respecting the tenets of patient-centred care and good clinical sense, it serves as a clinical and teaching tool for rational prescription
in diabetes.

While efficacy and safety are proven for all modern glucose-lowering drugs, their tolerability may vary. This is especially true in terms of




PRINCIPLES OFSEBEN S 8C OMPREHENSIVE
TYPE 2 DIABETES MANAGEMENT ALGORITHM

Lifestyle therapy, including medically supervised weight loss, is key to managing type 2 diabetes.

Weight loss should be considered as a lifelong goal in all patients with prediabetes and T2D who also have overweight or
obesity, utilizing behavioral interventions and weight loss medications as required to achieve chronic therapeutic goals.

The A1C target must be individualized.
Glycemic control targets include fasting and postprandial glucoses.

The choice of therapies must be individualized on basis of patient characteristics, impact of net cost to patient, formulary
restrictions, personal preferences, etc.

Minimizing risk of hypoglycemia is a priority.
Minimizing risk of weight gain is a priority.

Initial acquisition cost of medications is only a part of the total cost of care which includes monitoring requirements,
risk of hypoglycemia, weight gain, safety, etc.

This algorithm stratifies choice of therapies based on initial A1C.

Combination therapy is usually required and should involve agents with complementary actions.
Comprehensive management includes lipid and blood pressure therapies and related comorbidities.
Therapy must be evaluated frequently until stable (e.g., every 3 months) and then less often.

The therapeutic regimen should be as simple as possible to optimize adherence.

This algorithm includes every FDA-approved class of medications for diabetes.

COPYRIGHT © 2017 AACE MAY NOT BE REPRODUCED IN ANY FORM WITHOUT EXPRESS WRITTEN PERMISSION FROM AACE. DOI 10.4158/EP161682.CS




Heavyweight AACE

1. IifeAster therapy, including megically§upervised weight loss
UKSNJ LlJe> Aa UKS 1SeX

2. weight loss therapy should be considered as a life long goal
/. minimizing risk of weight gain is a priority
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Is this weight reducing centricity
appropriate for South Asia?



The Asian phenotype

Central obesity
Obesity at lower BMI

Types of Adipose Tissue




The South Asian (AAsian I ndianodo) phenotype.

More abdominal fat
(The “thin-fat” Indian)

More insulin resistance and
hyperinsulinemia

Higher levels of
C-reactive protein

IN SPITE OF LOWER BMI
South Asians have...

—>» Lower levels of adiponectin

Characteristic dyslipidemia

* Low HDL levels

» High triglycerides

» High levels of small dense
LDL

Increased susceptibility to
type 2 diabetes and
coronary artery disease

Ranjit Unnikrishnan et al. Diabetes 2014;63:53-55

American
L Diabetes
©2014 by American Diabetes Association Association.



Wide spectrum of phenotypes in the clinic

A Malnourished

A Lean

A Thin built with central obesity
A Normal weight, normal built
A Overweight

A Obese

A Morbidly obese



Metabolic syndrome:;
the DHOL beats loud

. P -
Diabetes -

Hypertension H
Obesity O
Lipids: HDL L

Lipids: Triglyceride: L
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Lean type 2 diabetes

Mohan V, Vijayaprabha R, Rema M, Premalatha G, Poongothai S, Deepa R, et al. Clinical profile of lean NIDDI
South India. Diabetes Res Clin Pract. 1997;388.01

Das S, Samal SC, Baliarsinha AK, Tripathy BB. Lean (underweightx¥&doNarities and differences in
metabolic and hormonal statu#\ pilot study. J Assoc Physicians India. 1995;484239

Sinharoy K, Mandal L, Chakrabarti S, Paul UK, Bandyopadhyay R, Basu AK. A study on clinical and biochemic
profile of low body weight type 2 diabetes mellitus. J Indian Med Assoc. 2008;1Q6(0/47

Unnikrishnan AG, Singh SK, Sanjeevi CB. Prevalence of GADG65 antibodies in lean subjects with type 2 diabet
Ann N Y Acad Sci. 2004;1037:42B

Barma PD, Ranabir S, Prasad L, Singh TP. Clinical and biochemical profile of lean type 2 diabetes mellitus. Inc
journal of endocrinology and metabolism. 2011 Jul;15(Suppl1):S40.

Chaudhary P, Laloo D, Salam R. Prevalence of lean type 2 diabetes mellitus in recently diagnosed type 2 diab
mellitus patients. Indian journal of endocrinology and metabolism. 2013 Oct;17(Suppl 1y.S316



The catabolic diabetic

A Ccachexia

A Aasthenia

A Tabtuberculosis

A O osmotic symptoms
ALlean

A linfections

A SMstigmata of malnutrition



Somatotypes

A Ectomorph: lack of fat/muscle
A Mesomorph: muscle+
A Endomorph: body fat+




Somatotypes, WH Sheldon

Ectomorph Mesomorph Endomorph






