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Disclosures
• The planners have reported no relevant conflict of interest for 

the purpose of the MiCMRC Educational webinar “Caring for 
the Diabetic Patient: Understanding Diabetes”.

• There is no commercial support for this activity.

• This webinar is available for CE credit until 2/14/2020.

• Participants who successfully view the entire live or recorded 
webinar and complete the online CE process including 
required evaluation with email address will earn 1.0 contact 
hours.

• This continuing nursing education activity was approved by the 
Ohio Nurses Association, an accredited approver by the 
American Nurses Credentialing Center’s Commission on 
Accreditation. (OBN-001-91)



Instructions for Obtaining Nursing, Social Work, and CCMC CE Credit

To receive Nursing or Social Work 1.0 continuing education contact hour for “Caring for the Diabetic Patient: 
Understanding Diabetes” for Today’s Live Webinar 3/27/2018 2:00 – 3:00 PM

• Attend the entire webinar 

• Go to the Michigan Care Management Resource Center web site http://micmrc.org/webinars

• On the micmrc web site webinar page, locate the “Caring for the Diabetic Patient: Understanding Diabetes” 
webinar information  

– Click the link titled To Request CE Credit Click Here

– Complete the brief form, include your e-mail address, click submit

• This will generate an email message to you containing a link to complete the CE request and required 
evaluation form 

• Follow instructions in the e-mail:  Complete the evaluation and submit.  This step generates an email to you 
containing the CE certificate

*Note:  This webinar will be recorded. CE for viewing the recorded webinar will be available on 
http://micmrc.org/webinars soon. The recorded webinar will be available for Nursing and Social Work CE credit 

until 2/14/2020. 

For technical assistance please e-mail:  micmrc-requests@med.umich.edu

http://micmrc.org/webinars
http://micmrc.org/webinars
mailto:micmrc-requests@med.umich.edu
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Objectives

1. Describe the disease process and progression in 
the patient diagnosed with Type 1 or Type 2 
Diabetes. 

2. Discuss the effect of acute illness on diabetes 
glycemic control. 

3. Describe care management issues in a patient 
with diabetes transitioning from acute to 
primary care.



Diabetes Mellitus

• Derived from Greek word for 

“fountain” and Latin word for 

“honey”

• From Polyuria of untreated 

Diabetes and the Sweet 

Smell/Taste of the  urine



Types of Diabetes

Type 1 Diabetes

Type 2 Diabetes

Gestational Diabetes



Type 1 DM

Most commonly diagnosed among Caucasians

Peaks at 12 yrs of age

Characterized by immune process in genetically susceptible 
individuals

Beta cell destruction and Islet Cell Antibody appearance

Macrophages T & B lymphocytes and natural killer cells often 
present

Viral infections likely cause autoimmune damage to beta cells



Adapted from Atkinson. Lancet. 2002;358:221-229.
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Latent Autoimmune Diabetes of Adults
• Form of Autoimmune  (Type 1 DM) The presence of

autoantibodies to pancreatic islet cell antigens is the 
element common to both type 1 diabetes and LADA

• Alternate terms: Type 1.5 or Slow Onset Type 1
• Patients often mistakenly thought to have Type 2 based on

time of diagnosis
• Slowly progressive form of autoimmune diabetes mellitus 

characterized by older age at diagnosis, the presence of 
pancreatic autoantibodies, and the lack of an absolute insulin 
requirement at diagnosis. 

• Although patients with LADA present with more preserved beta 
cell function than those with classic type 1 diabetes, they tend to 
have a rapid and progressive loss of beta cell function 
necessitating intensive insulin intervention

• Rapidly unresponsive to oral medications and parenteral 
agents, such as incretin mimetics. 



Pathophysiology of Type 2 Diabetes

Carbohydrate

DIGESTIVE ENZYMES

Glucose

Defective
b-cell secretion

Excess
glucose
production

Resistance to the action of insulin

Reduced glucose
uptake

Excessive
lipolysis

Dinneen SF. Diabet Med. 1997; 14 (Suppl 3): S19-24.



GLP-1 Modulates Numerous 
Functions 
in Humans

Data from Flint A, et al. J Clin Invest. 1998;101:515-520; Data from Larsson H, et al. Acta Physiol Scand. 1997;160:413-422
Data from Nauck MA, et al. Diabetologia. 1996;39:1546-1553; Data from Drucker DJ. Diabetes. 1998;47:159-169

Stomach:
Helps regulate gastric 

emptying

Promotes satiety and 

reduces appetite

Liver:

 Glucagon reduces hepatic 

glucose outputBeta cells:
Enhances glucose-dependent 

insulin secretion

Alpha cells:
 Postprandial

glucagon secretion

GLP-1: Secreted upon the 

ingestion of food



Diabetes Response in Illness

Infection causes a stress response in the body by increasing the amount of 
certain hormones such as cortisol and adrenaline. 

These hormones work against the action of insulin and, as a result, the body’s 
production of glucose increases, which results in high blood sugar levels.

When blood sugar is high, the white cells in are unable to respond to bacteria 
because they cannot move around at their normal speed and do not reach the 
infection site quickly enough to engulf and kill the bacteria. 

In a person who does not have diabetes, extra insulin is produced to counter 
these effects, but this is not possible for someone with diabetes, and so 
hyperglycemia persists

Illness and Diabetes. Diabetes Wellness Foundation. Retrieved from: 
https://www.diabeteswellness.net/sites/default/files/Illness%20and%20Diabetes.pdf
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TYPE 2 DIABETES . . . A PROGRESSIVE DISEASE

Natural History of Type 2 Diabetes

Adapted from International Diabetes Center (IDC). Minneapolis, Minnesota.
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Categories of Glycemia

NORMAL 65-99 80-140 < 5.7%

Fasting (mg/dL) 2-Hour (mg/dL)

IMPAIRED FASTING 

GLUCOSE 100-125

IMPAIRED GLUCOSE

TOLERANCE 141-199                           5.7-6.4%

DIABETES >126 (X 2) >200       >6.5%

Pre-

Diabetes

A1c



American Diabetes Association (ADA)
Glycemic Recommendations for
Nonpregnant Adults with Diabetes 

A1C <7.0%*

Preprandial capillary 
plasma glucose

80–130 mg/dL*

Peak postprandial 
capillary plasma glucose†

<180 mg/dL*

*Goals should be individualized.
†Postprandial glucose measurements should be made 1–2 h after the beginning of the meal, generally 
peak levels in patients with diabetes.

ADA. 6. Glycemic Targets. Diabetes Care 2015;38(suppl 1):S37; Table 6.2





Action Sites of Oral Diabetes 
Medication

Pancreas
Sulfonylureas, 

Prandin, Starlix

Glucophage

Avandia, Actos

Liver

Gut             Kidney

Precose, Glyset

Glucovance, 

Avandamet, 

Metaglip, ActosPlus 

Met

Welchol

DPP 4—Januvia, 

Onglyza

Invokana, Farxiga. 

Jardiance





TYPE 2 DIABETES . . . A PROGRESSIVE DISEASE

Progressive Decline of b-Cell Function in the UKPDS
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Adapted from UK Prospective Diabetes Study (UKPDS) Group. Diabetes. 1995; 44:1249-1258.
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TYPE 2 DIABETES . . . A PROGRESSIVE DISEASE

Over time,
most patients will need

insulin
to control glucose

6-7



Mimicking Nature
The Basal/Bolus Insulin Concept

6-16
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Combining Rapid Acting and Basal 
Insulin
Basal/Bolus Insulin

Lantus/Levemir/

Toujeo

Humalog, 

Novalog

Apidra
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Humalog, 
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Case Study- Type 2 DM 
Transition of Care

Dan is a 66 y/o male,  DX with Diabetes 7 years ago. His BMI is 32, A1c has been 
6.8%.  He is a former smoker with 20 pack years of smoking before he quit 2 
years ago.  He is discharged today after an acute episode of pneumonia and 
bronchitis and meds at home include antibiotics and tapering oral Prednisone. 
Before admission his med list included: Metformin 1000 mg bid, Januvia 100 mg 
daily, Lisinopril 10 mg daily, Simvastatin 40 mg daily.  He received Novolog Insulin 
sub-q while in the hospital when his blood sugars were running consistently over 
200.  He is being discharged on his prior meds plus Novolog insulin, medium 
sliding scale, per insulin pen. 

What is the reason for Dan’s high blood sugars while in the hospital?

What do you as care coordinator, need to provide on his discharge?

What is the rationale for insulin upon his discharge, when he was in good control 
prior?



Case Study Questions
What is the reason for Dan’s high blood sugars while in the 
hospital?

What do you as care coordinator, need to provide on his 
discharge?

What is the rationale for insulin upon his discharge, when he 
was in good control prior?





Click link shown to 

start CE process

Click on evaluation link to 

complete CE process


