DEFINITION:  occurs predominantly in adults. Insufficient amts of insulin are produced to meet body needs. Can normally be controlled by diet and oral hypoglycemic agents. Occasionally insulin is required. If obese, the condition can be controlled by not overfeeding.

Type II NIDDM; adult onset


RELATED DIAGNOSTIC TESTS:  

· more than 1 fasting plasma glucose level of 126mg/dl or >

· Plasma glucose in a 2hr sample of OGTT (oral glucose tolerance test) 200mg/dl or more confirmed on more than 1 day.

· Causal (any time regardless of when last meal) plasma glucose level > 200mg/dl and classic signs of polydipsia, polyuria, and polyphagia.

· Glycosylated hgb measures glucose levels over a 120day lifespan.  In poorly controlled diabetes, increases are noted. It is effective in monitoring treatment and serum glucose regulation (long term).

· H&P for activity level, genetic component, weight, other medical conditions, age, ethnicity, diet, and medications.

 

ETIOLOGY:  cause is unknown; the genetics are complex and not completely defined. It effects mainly those over 40 years of age; many are obese.  it is more prevalent in Native Americans, Hispanics, and Blacks in the US. It appears that a genetic-environmental interaction is responsible for the condition. Theory (1): a < number of insulin receptors causes < insulin binding. (2) postreceptor events in insulin-sensitive cells are responsible for insulin resistance. (3) Hyperinsulinemia is a compensatory adaptation to insulin resistance in tissues. Increased levels of insulin are d/t obesity until the pancreas can no longer overproduce insulin. Lastly (4), over-eating leads to hyperinsulinemia and peripheral insulin resistance is to protect against hypoglycemia. In all theories weight loss improves the condition and insulin resistance with inadequate insulin secretion is the problem.


MEDICAL MANAGEMENT:  *restore near-euglycemia and correct related metabolic disorders.  Prescribe weight loss program and ADA diet, oral hyperglycemics if needed, exercise program, order labs as indicated. Good education and follow up plan. Glycemic control, treat complications, identify educational needs, diagnostic studies: blood glucose levels, BUN, UA for microalbuminuria, ECG, lipid profile, fasting triglyceride level



PATHOPHYSIOLOGY:  cellular resistance to insulin. Perhaps the years of compensatory hyperinsulinemia exist before the clinical onset. Obesity, inactivity, illnesses, medications, and age heighten it. Defects in insulin secretion can lead to insulin resistance and vice versa. It is unknown whether the defect originated in the beta cells or in the peripheral or hepatic tissues. In the pancreas, amyloid deposits can be correlated with the person’s age, duration, and severity of disease. Liver changes are related to > serum lipid levels. Fat infiltration may increase size of liver and pancreas. The biggest risk factor, as identified by the WHO, is obesity; It increases the risk 10 fold.  Obese people have a decreased ability for glucose uptake and metabolism in the liver, skeletal muscles, and adipose tissue.  


NURSING MANAGEMENT: administer meds as ordered. Educate regarding disease process; prevention, weight management through meals and exercise (compliance with plan of care and medical treatment), tight control, frequent monitoring of blood glucose levels, sick day management, insulin as needed during sick day period, equipment instruction, good hygiene and skin care, frequent foot checks. Provide supportive community resources as needed; AA, public health clinic info, dietary or social work consult if needed. Implement MD orders and educate on each intervention required. Provide written information for home reference. Stress need for follow-up care. provide patient and family support. * 5 aspects of diabetic management: diet, activity, monitoring, medication and education.



SIGNS & SYMPTOMS: nonspecific; overweight, dyslipidemic, hyperinsulinemic, and hypertensive. Onset is slow and insidious; perhaps as long as 7 years before diagnosed. May be fatigued, have pruritus, recurrent infections with prolonged wound healing, visual changes (blurred vision and diabetic retinopathy), or paresthesias (neuropathies are common).


HEALTH DEVIATION SELF-CARE REQUISITES:

· knowledge deficit of disease and treatment

· age and stage

· environment not condusive for compliance; alcoholic renting an apartment, poor hygiene and self care, friends supportive of alcoholic lifestyle

· water, food needs not met d/t fixed income and priority of cigarrettes and alcohol vs balanced diet, proper  h2o intake

· activity, rest, sleep alterations d/t alcoholism and lack of self-esteem or regard for oneself – close to zero self worth

· solitude and socialization not condusive to healthy lifestyle. Friends are homeless street people or very low income drug and alcohol users. Mother bright and intelligent, available for support. Patient may accept her assistance.

· Normalcy hazards. Safety at risk d/t passing out, falling down after drinking, poor living conditions, altered mental status from years of self-neglect/abuse. At risk for infection d/t lack of hygiene, risk of noncompliance of new diagnoses NIDDM.
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