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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. Which glomerulonephritis shows granular 'lumpy-bumpy’
immunofluorescence with subepithelial humps on electron microscopy?

A. Goodpasture syndrome

B. Poststreptococcal glomerulonephritis
C. Membranoproliferative GN

D. IgA nephropathy

2. Which therapy causes DNA double-strand breaks via free radical
formation?

A. Radiation therapy
B. Antibiotic therapy
C. Vitamin C

D. Antiviral therapy

3. Among adult supratentorial brain tumors, which is classically benign?
A. Metastasis
B. Meningioma
C. Glioblastoma multiforme
D. Schwannoma

4. Which medications are commonly implicated in acute interstitial nephritis?
A. ACE inhibitors
B. Statins
C. NSAIDs, penicillin, diuretics
D. Opioids

5. What is the recommended approach to preventing tumor lysis syndrome?

A. Allopurinol or Rasburicase; Probenecid is only for patients with GOOD renal
function

B. Probenecid first; Rasburicase
C. Rasburicase only
D. Dialysis only
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6. Which region of a lymph node is rich in T cells?
A. Cortex
B. Paracortex
C. Medulla
D. Subcapsular sinus

7. In a lymph node, which cell type is primarily located in the medullary
region?

A. B lymphocytes
B. Macrophages

C. T lymphocytes
D. Dendritic cells

8. Which oncogene is a transcription factor for growth and is placed on the
IgH locus by the t(8;14) translocation in Burkitt lymphoma?

A. BCL-2
B. c-myc
C. BRAF
D. c-kit

9. Subdural hematoma is most commonly caused by rupture of which
vessels?

A. Rupture of bridging veins

B. Rupture of middle meningeal arteries
C. Rupture of cortical arteries

D. Bleeding from dural veins

10. Which feature helps differentiate substance-induced disorders from
primary psychotic disorders?

A. Negative symptoms
B. Thought insertion

C. Physical signs like tachycardia
D. Flat affect
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Explanations




1. Which glomerulonephritis shows granular 'lumpy-bumpy’
immunofluorescence with subepithelial humps on electron microscopy?

A. Goodpasture syndrome
B. Poststreptococcal glomerulonephritis

C. Membranoproliferative GN
D. IgA nephropathy

The main idea is that immune complex—mediated glomerulonephritis after an infection shows a granular,
"lumpy-bumpy” immune deposit pattern and subepithelial inmune-complex humps. After a streptococcal
infection, circulating immune complexes lodge along the glomerular basement membrane and in the
mesangium, producing a granular appearance on immunofluorescence with IgG, IgM, and C3. Electron
microscopy then reveals subepithelial humps, which are immune complex deposits on the epithelial side of the
GBM. This combination is classic for poststreptococcal glomerulonephritis. Other patterns don't fit as well:
Goodpasture disease shows a linear inmunofluorescence from anti-GBM antibodies and lacks these
subepithelial humps; membranoproliferative GN often has a tram-track appearance with different deposition
patterns (and is not defined by subepithelial humps); IgA nephropathy has predominant IgA in the mesangium
and does not present with the postinfectious granular lumpy-bumpy pattern or subepithelial humps.

2. Which therapy causes DNA double-strand breaks via free radical
formation?

A. Radiation therapy

B. Antibiotic therapy
C. Vitamin C
D. Antiviral therapy

lonizing radiation damages DNA by generating free radicals inside cells. When radiation interacts with water, it
splits molecules to create reactive oxygen species, especially hydroxyl radicals, which then attack DNA and
produce breaks in both strands. Double-strand breaks are highly lethal to cells, so this is a primary way radiation
therapy kills cancer cells. The other options don't rely on free-radical-mediated DNA damage in this context:
antibiotics target microbial processes, vitamin C mainly acts as an antioxidant (though high doses can be
pro-oxidant but aren't used to induce DNA double-strand breaks in therapy), and antivirals inhibit viral
replication rather than causing host DNA breaks via ROS.

3. Among adult supratentorial brain tumors, which is classically benign?
A. Metastasis
B. Meningioma

C. Glioblastoma multiforme
D. Schwannoma

Meningioma is classically benign in adults with supratentorial tumors. These lesions arise from arachnoid cap
cells and grow on the dura as extra-axial, well-circumscribed masses. They are usually WHO grade |,
slow-growing, and tend to compress adjacent brain tissue without invading it, which is why they have a
favorable prognosis with complete surgical resection. Imaging often shows a dural-based mass with a
characteristic dural tail. Metastases to the brain are not primary tumors and can be multiple with variable
aggressiveness, so they don't fit the typical benign, solitary, extra-axial pattern. Glioblastoma multiforme is a
highly malignant, infiltrative astrocytoma with necrosis and a poor prognosis. Schwannomas are benign nerve
sheath tumors, but they most commonly involve the cranial nerves in the cerebellopontine angle (infratentorial
region) rather than presenting as a classic supratentorial benign tumor.
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4. Which medications are commonly implicated in acute interstitial nephritis?
A. ACE inhibitors
B. Statins
C. NSAIDs, penicillin, diuretics
D. Opioids

Acute interstitial nephritis is an immune-driven inflammation of the kidney interstitium that often arises as a
reaction to certain medications. The drugs most commonly linked to this condition are nonsteroidal
anti-inflammatory drugs, penicillin-type antibiotics, and diuretics. After starting one of these agents, the immune
system can mount a hypersensitivity response in the kidney that brings in inflammatory cells, especially
eosinophils, leading to edema and impaired tubulointerstitial function. Clinical clues often include fever, rash,
and sometimes eosinophilia or eosinophils seen in the urine, with a rise in creatinine indicating acute kidney
injury. The primary step in management is stopping the offending drug, which frequently results in improvement.
In more severe or persistent cases, corticosteroids may be used to hasten recovery. Other medications can
affect the kidneys in other ways, but they are not classic culprits for acute interstitial nephritis, which is why this
trio stands out as the typical offenders.

5. What is the recommended approach to preventing tumor lysis syndrome?

A. Allopurinol or Rasburicase; Probenecid is only for patients with GOOD renal
function

B. Probenecid first; Rasburicase
C. Rasburicase only
D. Dialysis only

Preventing tumor lysis syndrome centers on keeping uric acid from harming the kidneys by either lowering its
production or rapidly removing what's already present. Allopurinol works by inhibiting xanthine oxidase, so less
uric acid is formed from purines. This helps prevent uric acid buildup in patients with functioning kidneys and is
a standard preventive approach. Rasburicase, on the other hand, rapidly converts existing uric acid into a
soluble, easily excreted form, providing quick control of uric acid in high-risk situations or when uric acid is
already rising. Together, these options address both the generation and clearance of uric acid. Probenecid is a
uricosuric drug that increases uric acid excretion, but it depends on intact renal function. In tumor lysis
syndrome, renal function is often compromised, and probenecid isn't a reliable or preferred prophylactic choice.
It's more limited and not considered the primary strategy for TLS prevention. Dialysis isn't a preventive
measure; it's used to manage established TLS with renal failure or severe metabolic derangements, not to
prevent the syndrome from developing in the first place. So, the recommended approach is to use allopurinol or
rasburicase for prevention, with probenecid reserved only when renal function is clearly good, and dialysis
reserved for treating established TLS.

6. Which region of a lymph node is rich in T cells?
A. Cortex
B. Paracortex
C. Medulla
D. Subcapsular sinus

T cells concentrate in the paracortex, the area between the cortex and the medulla. In this region, the high
endothelial venules bring naive T cells from the bloodstream and dendritic cells present antigen to them,
supporting T cell activation. The cortex mainly contains B cell follicles (humoral response), while the medulla
houses plasma cells and macrophages. So, the paracortex is the T cell-rich zone of the lymph node.
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7. In a lymph node, which cell type is primarily located in the medullary
region?

A. B lymphocytes
B. Macrophages

C. T lymphocytes
D. Dendritic cells

The medullary region of a lymph node is defined by medullary cords and medullary sinuses. The medullary
sinuses are lined with macrophages that actively filter the lymph as it passes through the node, phagocytosing
debris and pathogens before the lymph exits via efferent vessels. While medullary cords contain B lymphocytes
and plasma cells, and the cortex/paracortex harbor T cells and B cells in follicles, the hallmark cell type of the
medulla is the macrophage population in the sinuses. Dendritic cells are more characteristic of antigen
presentation in the cortex and paracortex.

8. Which oncogene is a transcription factor for growth and is placed on the
IgH locus by the t(8;14) translocation in Burkitt lymphoma?

A. BCL-2

B. c-myc
C. BRAF

D. c-kit

The key idea is that Burkitt lymphoma relies on overexpression of a growth-promoting transcription factor
caused by a translocation that places it under the influence of immunoglobulin gene enhancers. Specifically, the
MYC gene on chromosome 8 is moved next to the immunoglobulin heavy chain locus on chromosome 14 by the
t(8;14) translocation, leading to constitutive, high-level expression of MYC. Since MYC is a transcription factor
that drives cellular proliferation, this unchecked expression pushes B cells into rapid, uncontrolled growth, which
is the hallmark of Burkitt lymphoma. BCL-2 is a different oncogenic event commonly seen in follicular
lymphoma via t(14;18), which enhances anti-apoptosis rather than promoting proliferation through IgH
enhancers. BRAF is a kinase frequently mutated in melanoma and some other cancers, not translocated to IgH in
Burkitt. c-kit is a receptor tyrosine kinase implicated in other tumors (like some gastrointestinal stromal tumors)
and does not describe this Burkitt translocation pattern.

9. Subdural hematoma is most commonly caused by rupture of which
vessels?

A. Rupture of bridging veins

B. Rupture of middle meningeal arteries
C. Rupture of cortical arteries
D. Bleeding from dural veins

Subdural hematoma occurs when bridging veins that connect the brain surface to the dura are torn. These veins
pass through the subdural space and are particularly vulnerable to shearing forces during rapid head movement,
such as acceleration-deceleration injuries. Because the bleed is venous and low-pressure, it often accumulates
more slowly, which is why subdural hematomas can present acutely after significant trauma or gradually in older
adults with brain atrophy. In contrast, rupture of the middle meningeal artery causes an epidural hematoma (a
lens-shaped bleed in the epidural space) and is typically associated with skull fractures. Rupture of cortical
arteries or bleeding from dural veins not specifically bridging to the dura is less characteristic of subdural
hematoma. Thus the most common source is tearing of bridging veins.
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10. Which feature helps differentiate substance-induced disorders from
primary psychotic disorders?

A. Negative symptoms

B. Thought insertion

C. Physical signs like tachycardia
D. Flat affect

Physical signs of a substance effect, such as tachycardia, point to an cause linked to drug use rather than a
primary psychotic illness. Substance-induced psychotic disorders typically occur in the context of intoxication
or withdrawal and bring autonomic or systemic signs like rapid heart rate, tremor, sweating, or hypertension that
reflect the physiological impact of the substance. In contrast, primary psychotic disorders are defined by
delusions, hallucinations, disorganized thinking, and negative symptoms, without these characteristic acute
autonomic signs tied to a substance. So tachycardia serves as a clue that the psychotic symptoms are likely
related to a substance, rather than arising from a standalone psychotic disorder. Negative symptoms and flat
affect can appear in primary psychoses, but they don't point to a substance effect in the same direct way.
Thought insertion is a delusional experience common to psychosis but also not specifically indicative of
substance involvement.
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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://step1firstaidrapid.examzify.com

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




