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Introduction

Preparing for a certification exam can feel overwhelming, but with the right tools, it becomes
an opportunity to build confidence, sharpen your skills, and move one step closer to your
goals. At Examzify, we believe that effective exam preparation isn't just about
memorization, it's about understanding the material, identifying knowledge gaps, and
building the test-taking strategies that lead to success.

This guide was designed to help you do exactly that.

Whether you're preparing for a licensing exam, professional certification, or entry-level
qualification, this book offers structured practice to reinforce key concepts. You'll find a
wide range of multiple-choice questions, each followed by clear explanations to help you
understand not just the right answer, but why it's correct.

The content in this guide is based on real-world exam objectives and aligned with the types
of questions and topics commonly found on official tests. It's ideal for learners who want to:

* Practice answering questions under realistic conditions,
* Improve accuracy and speed,

* Review explanations to strengthen weak areas, and

* Approach the exam with greater confidence.

We recommend using this book not as a stand-alone study tool, but alongside other
resources like flashcards, textbooks, or hands-on training. For best results, we recommend
working through each question, reflecting on the explanation provided, and revisiting the
topics that challenge you most.

Remember: successful test preparation isn't about getting every question right the first
time, it's about learning from your mistakes and improving over time. Stay focused, trust the
process, and know that every page you turn brings you closer to success.

Let's begin.
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How to Use This Guide

This guide is designed to help you study more effectively and approach your exam with
confidence. Whether you're reviewing for the first time or doing a final refresh, here's how to
get the most out of your Examzify study guide:

1. Start with a Diagnostic Review

Skim through the questions to get a sense of what you know and what you need to focus on.
Your goal is to identify knowledge gaps early.

2. Study in Short, Focused Sessions

Break your study time into manageable blocks (e.g. 30 — 45 minutes). Review a handful of
questions, reflect on the explanations.

3. Learn from the Explanations

After answering a question, always read the explanation, even if you got it right. It reinforces
key points, corrects misunderstandings, and teaches subtle distinctions between similar
answers.

4. Track Your Progress

Use bookmarks or notes (if reading digitally) to mark difficult questions. Revisit these
regularly and track improvements over time.

5. Simulate the Real Exam

Once you're comfortable, try taking a full set of questions without pausing. Set a timer and
simulate test-day conditions to build confidence and time management skills.

6. Repeat and Review

Don't just study once, repetition builds retention. Re-attempt questions after a few days and
revisit explanations to reinforce learning. Pair this guide with other Examzify tools like
flashcards, and digital practice tests to strengthen your preparation across formats.

There's no single right way to study, but consistent, thoughtful effort always wins. Use this
guide flexibly, adapt the tips above to fit your pace and learning style. You've got this!
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Questions




1. While obtaining a client’s health history, which factor would the nurse
identify as predisposing the client to type 2 diabetes?

A. Having diabetes insipidus

B. Eating low-cholesterol foods

C. Being 20 pounds (9kg) overweight
D. Drinking a daily alcoholic beverage

2. Which statement correctly distinguishes adrenergic from neuroglycopenic
hypoglycemia symptoms?

A. Adrenergic: confusion; Neuroglycopenic: sweating.

B. Neuroglycopenic: confusion, blurred vision, weakness; Adrenergic: sweating,
tremor, palpitations.

C. Both types present identically.

D. Hypoglycemia does not cause neuroglycopenic symptoms.

3. Which statement explains a primary cause of diabetic acidosis?
A. A breakdown of fat stores for energy
B. Ingestion of too many acidic foods
C. Excessive secretion of endogenous insulin
D. Increased extracellular cholesterol

4. Which explanation best describes why insulin cannot be taken orally, as
commonly discussed in teaching sessions?

A. Insulin cannot be manufactured in pill form

B. Insulin is destroyed by gastric juices, rendering it ineffective

C. Your health care provider decides the route of administration

D. Your health care provider will prescribe pills when you are ready

5. During treatment of diabetic ketoacidosis, which electrolyte disturbance is
most important to monitor to prevent complications from insulin therapy?

A. Potassium
B. Sodium
C. Magnesium
D. Calcium
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6. What are the typical laboratory criteria for diagnosing diabetic ketoacidosis
(DKA)?

A. Hyperglycemia >250 mg/dL; anion-gap metabolic acidosis (pH < 7.3 or HCO3-
< 18 mEq/L); ketonemia/ketonuria.

B. Hyperglycemia >600 mg/dL; no acidosis; normal ketones.

C. Hypoglycemia <70 mg/dL; low bicarbonate.

D. Hyperosmolar hyperglycemic state criteria only.

7. Which statement best describes the effect of insulin on lipolysis during
diabetic ketoacidosis?

A. Insulin promotes lipolysis, worsening ketoacidosis.
B. Insulin suppresses lipolysis, helping reduce ketoacidosis.
C. Insulin has no effect on lipolysis.

D. Insulin only affects carbohydrate metabolism, not lipids.

8. Which metabolic change characterizes diabetic ketoacidosis and leads to
acidosis?

A. Sodium bicarbonate accumulation in blood

B. Ketone production from rapid fat breakdown

C. Nitrogen accumulation from protein catabolism
D. Excessive cholesterol deposition in tissues

9. What is the mechanism of action of DPP-4 inhibitors?

A. Prolonged incretin activity by inhibiting dipeptidyl peptidase-4, increasing
endogenous GLP-1 and GIP levels

B. Inhibit renal glucose reabsorption
C. Stimulate insulin secretion directly
D. Delay carbohydrate absorption in the intestine

10. Which glucose-lowering agent has demonstrated cardiovascular benefit in
patients with established ASCVD?

A. DPP-4 inhibitors

B. GLP-1 receptor agonists
C. Sulfonylureas

D. Metformin
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Explanations




1. While obtaining a client’s health history, which factor would the nurse
identify as predisposing the client to type 2 diabetes?

A. Having diabetes insipidus
B. Eating low-cholesterol foods
C. Being 20 pounds (9kg) overweight

D. Drinking a daily alcoholic beverage

Excess body weight, especially around the abdomen, drives insulin resistance, which is central to type 2
diabetes. When fat tissue reduces the body's sensitivity to insulin, glucose stays higher in the blood, and the
pancreas must work harder to compensate. Over time this can lead to impaired glucose regulation and diabetes.
Being 20 pounds overweight is a clear predisposing factor because it directly increases insulin resistance and
metabolic stress. Diabetes insipidus is a water-balance disorder that doesn't involve insulin or glucose
metabolism, so it doesn't predispose to type 2 diabetes. Eating low-cholesterol foods isn't itself a diabetes risk
factor; risk is more closely tied to overall body weight and activity. Daily alcohol use can affect glucose control
and liver metabolism, but the strongest and most direct predictor among these options is overweight.

2. Which statement correctly distinguishes adrenergic from neuroglycopenic
hypoglycemia symptoms?

A. Adrenergic: confusion; Neuroglycopenic: sweating.

B. Neuroglycopenic: confusion, blurred vision, weakness; Adrenergic: sweating,
tremor, palpitations.

C. Both types present identically.
D. Hypoglycemia does not cause neuroglycopenic symptoms.

Adrenergic symptoms come from the body's sympathetic response to falling glucose, while neuroglycopenic
symptoms come from the brain not getting enough glucose. The brain relies on glucose for function, so when
levels drop, cognitive and sensory problems appear. Early, the body signals danger with autonomic symptoms
like sweating, tremor, and palpitations. As glucose becomes critically low and the brain struggles,
neuroglycopenic symptoms such as confusion, blurred vision, and weakness emerge. This distinction is why the
statement that confusion, blurred vision, and weakness are neuroglycopenic, while sweating, tremor, and
palpitations are adrenergic, is the correct one. The other options either mix up these categories or deny the
brain-related symptoms that hypoglycemia can cause.

3. Which statement explains a primary cause of diabetic acidosis?
A. A breakdown of fat stores for energy

B. Ingestion of too many acidic foods
C. Excessive secretion of endogenous insulin
D. Increased extracellular cholesterol

In diabetic acidosis, not having enough insulin means the body can't use glucose effectively, so it shifts to
breaking down fat for energy. This fat breakdown releases fatty acids that the liver converts into ketone bodies.
As these ketones accumulate in the blood, they lower the pH and create a metabolic acidosis—the hallmark of
diabetic ketoacidosis. The other ideas don't fit because acidic foods don't cause systemic ketoacidosis, excess
endogenous insulin would suppress ketone production, and cholesterol levels aren’t responsible for the acid
buildup.
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4. Which explanation best describes why insulin cannot be taken orally, as
commonly discussed in teaching sessions?

A. Insulin cannot be manufactured in pill form
B. Insulin is destroyed by gastric juices, rendering it ineffective

C. Your health care provider decides the route of administration
D. Your health care provider will prescribe pills when you are ready

Insulin is a protein hormone, so taking it by mouth faces a built-in obstacle: the digestive system is designed to
break down proteins. The acidic environment in the stomach and digestive enzymes like proteases destroy the
insulin molecule, altering its shape and disabling its ability to bind to receptors. Even if some intact insulin
survived digestion, its large size and hydrophilic nature make it poorly absorbed through the intestinal lining, so
only negligible amounts would reach the bloodstream in an active form. That's why oral delivery wouldn't work
effectively, and injections are used to place insulin directly into circulation. Researchers are exploring protective
formulations to enable oral delivery, but none are standard yet.

5. During treatment of diabetic ketoacidosis, which electrolyte disturbance is
most important to monitor to prevent complications from insulin therapy?

A. Potassium
B. Sodium

C. Magnesium
D. Calcium

Potassium is the electrolyte you monitor most closely during insulin therapy in diabetic ketoacidosis. Giving
insulin and correcting acidosis drives potassium from outside cells into the cells, which can cause a rapid drop
in serum potassium. Even though patients with DKA often have total body potassium depletion from diuresis, the
serum level can be normal or high at first. If you don't watch and replace potassium, this rapid shift can lead to
significant hypokalemia and dangerous arrhythmias. So, potassium levels are checked frequently and
replacement is guided by a safe range, typically holding or delaying insulin if potassium is too low and starting
insulin with concurrent potassium replacement if it's in a safer range.

6. What are the typical laboratory criteria for diagnosing diabetic ketoacidosis
(DKA)?

A. Hyperglycemia >250 mg/dL; anion-gap metabolic acidosis (pH < 7.3 or HCO3-
< 18 mEqg/L); ketonemia/ketonuria.

B. Hyperglycemia >600 mg/dL; no acidosis; normal ketones.
C. Hypoglycemia <70 mg/dL; low bicarbonate.
D. Hyperosmolar hyperglycemic state criteria only.

Diagnosing diabetic ketoacidosis hinges on a trio of lab features: high blood glucose, a metabolic acidosis with
an elevated anion gap, and ketosis. The best answer reflects this combination: glucose above about 250 mg/dL,
a metabolic acidosis with pH less than 7.3 or bicarbonate under 18 mEq/L, and the presence of ketones in blood
or urine. The acidosis comes from accumulating ketoacids produced when insulin is low and counterregulatory
hormones are high, leading to both hyperglycemia and ketosis. The anion gap metabolic acidosis is the telltale
pattern because the ketoacids raise the gap. Why the other options don't fit: one describes very high glucose
with no acidosis and no ketosis, which aligns more with a hyperosmolar state rather than DKA. Another mentions
low glucose, which isn't DKA. The last implies only hyperosmolar state criteria, not the ketoacidosis component
that defines DKA.

Sample study guide, visit https://hcc1glucosereg.examzify.com
for the full version with hundreds of practice questions



7. Which statement best describes the effect of insulin on lipolysis during
diabetic ketoacidosis?

A. Insulin promotes lipolysis, worsening ketoacidosis.
B. Insulin suppresses lipolysis, helping reduce ketoacidosis.

C. Insulin has no effect on lipolysis.
D. Insulin only affects carbohydrate metabolism, not lipids.

Insulin’s effect on fat tissue is to restrain lipolysis. In diabetic ketoacidosis, there's a severe insulin deficiency
along with high levels of counterregulatory hormones like glucagon and catecholamines. This combination
strongly activates hormone-sensitive lipase in adipose tissue, driving the breakdown of triglycerides into free
fatty acids that enter the bloodstream. The liver then converts these fatty acids into ketone bodies, fueling the
metabolic acidosis. When insulin is given, it suppresses lipolysis in adipose tissue. It lowers cAMP levels and
activates pathways that deactivate hormone-sensitive lipase, so fewer free fatty acids are released. With less
fatty acid supply to the liver, ketone production drops, helping to reverse ketoacidosis and stabilize the patient.
So, the correct idea is that insulin suppresses lipolysis, aiding in the reduction of ketoacidosis. The other
statements would imply insulin increases lipolysis, has no effect on lipolysis, or affects only carbohydrates,
which isn't accurate because insulin also modulates lipid metabolism and ketogenesis.

8. Which metabolic change characterizes diabetic ketoacidosis and leads to
acidosis?

A. Sodium bicarbonate accumulation in blood
B. Ketone production from rapid fat breakdown

C. Nitrogen accumulation from protein catabolism
D. Excessive cholesterol deposition in tissues

In diabetic ketoacidosis, lack of insulin drives rapid fat breakdown and ketone production. When insulin is low,
fat stores are mobilized and the liver converts the resulting free fatty acids into ketone bodies (acetoacetate and
beta-hydroxybutyrate). These ketones are acidic, so their accumulation in the blood lowers pH and creates a
metabolic acidosis, typically with a high anion gap. This ketone-driven acid load is the key change that leads to
acidosis in DKA. Sodium bicarbonate buildup would oppose acidosis, not cause it. Protein breakdown does
occur, but it's not the main source of the acid load in DKA. Cholesterol deposition is unrelated to the acute
acid-base disturbance.

9. What is the mechanism of action of DPP-4 inhibitors?

A. Prolonged incretin activity by inhibiting dipeptidyl peptidase-4, increasing
endogenous GLP-1 and GIP levels

B. Inhibit renal glucose reabsorption
C. Stimulate insulin secretion directly
D. Delay carbohydrate absorption in the intestine

DPP-4 inhibitors work by blocking the enzyme that quickly breaks down incretin hormones after a meal. By
inhibiting DPP-4, they raise levels of the gut hormones GLP-1 and GIP. These incretins amplify insulin release
from the pancreatic beta cells in a glucose-dependent way and also help restrain glucagon secretion when blood
glucose is high. The result is better control of postprandial glucose with a lower risk of hypoglycemia, since the
effect kicks in mainly when glucose rises. This action is distinct from drugs that stop renal glucose reabsorption
or that delay carbohydrate absorption, which explains why those mechanisms aren’t correct here.
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10. Which glucose-lowering agent has demonstrated cardiovascular benefit in
patients with established ASCVD?

A. DPP-4 inhibitors
B. GLP-1 receptor agonists

C. Sulfonylureas
D. Metformin

GLP-1 receptor agonists have shown real cardiovascular benefits in people with established ASCVD. In large
randomized trials, these drugs reduced major adverse cardiovascular events beyond their glucose-lowering
effects. For instance, liraglutide lowered MACE risk in high-risk patients, semaglutide showed a substantial
reduction, and dulaglutide also demonstrated a meaningful decrease in events in a broad population with
cardiovascular risk. The benefits occur alongside weight loss and modest blood pressure improvements,
suggesting a overall cardiovascular advantage beyond just lowering blood sugar. Because of this, GLP-1
receptor agonists are the glucose-lowering option most consistently linked to reduced cardiovascular risk in
patients who already have ASCVD.
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Next Steps

Congratulations on reaching the final section of this guide. You've taken a meaningful step
toward passing your certification exam and advancing your career.

As you continue preparing, remember that consistent practice, review, and self-reflection
are key to success. Make time to revisit difficult topics, simulate exam conditions, and track
your progress along the way.

If you need help, have suggestions, or want to share feedback, we'd love to hear from you.
Reach out to our team at hello@examzify.com.

Or visit your dedicated course page for more study tools and resources:

https://hcc1glucosereg.examzify.com

We wish you the very best on your exam journey. You've got this!




