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Glycemic Variability: How Do We Measure It and Why
[s It Important?

HOW TO MINIMIZE GLYCEMIC VARIABILITY Go to: [¥

The attention dedicated to GV is derived from the above evidence concerning its effects on oxidative stress
and, from the latter, on chronic diabetes complications. Control of GV has been the focus of a number of
interventional studies aimed at reducing this fluctuation]Diet and weight reduction are the first therapeutic
instrument that can be used for reducing GV. [Glucagon-like peptide-1 analogs and dipeptidyl-peptidase 4

inhibitors demonstrated a significant impact on GV in people with T2DM [1.7]. Regarding insulin therapy,

RBEAREZRET - &EZANRBEMTEKE -

» -—

development of new technologies for diabetes education, monitoring and therapy, particularly in TIDM,
has made it possible to identify GV as an emerging target for improving overall diabetes treatment [1].
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Skipping breakfast is associated with glycemic
variability in patients with type 2 diabetes

Yoshitaka Hashimoto M.D., Ph.D. 2 & & Ayumi Kaji M.P.A.S. 2, Ryosuke Sakai M.D., Ph.D. 2, Takafumi Osaka M.D.,

Ph.D. % Emi Ushigome M.D., Ph.D. # Masahide Hamaguchi M.D., Ph.D. #, Masahiro Yamazaki M.D., Ph.D.?,
Michiaki Fukui M.D., Ph.D. 2

Abstract

Objectives: The association between sk|pp|ng breakfast and glycemic parameters, mcludlng glycemic
variability, in pati L |

to investigate th Rz B8 e o a2 o [T 5 58 B ’

in patients with t

Conclusions: Skipping breakfast is independently associated with poor glycemic control, including
glycemic variability, in patients with type 2 diabetes.
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I Meta-Analysis (Elia et al 2005)
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Elia M, et al: Diabetes Care 2005; 28 (9): 2267-2279.
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GLP-1=glucagon-like peptide-1.
1.Mottalib A, et al. Nutrients. 2016;8(7):443.
2. Chiang YT, et al. Front Physiol. Front Physiol. 2012;3:273.
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Allocated Intervention — Phase 1 (Active weight loss X 6 months)

Care algorithm tDNA CPG (2009)
Energy prescription 1200kcal/day, 1500kcal/day
Diabetes specific 1-2 meals/day + conventional foods Conventional low
formula calorie foods
+i@ +1@ ,'
@+ @ + @
Education and Education: Nutrition management of obesity and diabetes;
counselling Exercise: 150 minutes/week.
components Behavioural components: Self-monitoring of food and exercise.
Counselling: Motivational Interviewing to address Usual counselling with
behavioural challenges with use of diabetes specific encouragement to
formula adhere to diet & exercise
Frequency follow-up Monthly 3 monthly

Follow Up — Phase 2 (passive X 6 months)
 DNA(N=TIS) SC (n=115)

Frequency of 3 monthly 3 monthly
follow- up
Primary outcomes Weight, HBATc Weight, HBAlc

* HbA1CH[]
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