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Abstract

Cell injury and adaptation are fundamental concepts in pathology, exploring how cells
respond to stress and damage. Cell injury occurs when cells face stressors that disrupt their
normal function and structure, while adaptation refers to the changes cells undergo to survive
such stress. Homeostasis is the maintenance of a stable internal environment, crucial for cell
survival. Feedback systems, which can be negative or positive, help regulate homeostasis by
adjusting cellular activities. Causes of cellular injury include physical trauma, toxins,
infections, and ischemia. The pathogenesis of cell injury involves damage to critical cellular
components like the cell membrane, mitochondria, ribosomes, and nucleus. Morphologically,
cells exhibit adaptive changes to counteract injury. Atrophy is the reduction in cell size due to
decreased workload or adverse conditions. Hypertrophy, on the other hand, involves an
increase in cell size often due to increased demand. Hyperplasia refers to an increase in cell
number, usually as a response to a stimulus. Metaplasia is the reversible replacement of one
cell type with another, often as a protective mechanism. Dysplasia is characterized by
abnormal growth and development of cells, potentially leading to neoplasia. Understanding
these principles provides insight into how cells maintain function and integrity under various
physiological and pathological conditions.

I. INTRODUCTION

Cell injury and adaptation are fundamental concepts in understanding how cells respond to
various types of stress and damage. Here's a detailed introduction to these principles:

Basic Principles of Cell Injury
1. Definition:
a. Cell Injury: Refers to the damage that occurs to a cell due to adverse conditions,
leading to a loss of cell function or structure. If the injury is severe or prolonged, it
can lead to cell death.
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2. Causes of Cell Injury
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Physical Agents: Trauma, temperature extremes, radiation, and mechanical injury.
Chemical Agents: Drugs, toxins, heavy metals, and pollutants.

Biological Agents: Bacteria, viruses, fungi, and parasites.

Nutritional Imbalances: Deficiencies or excesses of nutrients.

Hypoxia and Ischemia: Lack of oxygen and reduced blood flow, respectively.
Immune Reactions: Autoimmune responses and hypersensitivity reactions.

3. Mechanisms of Cell Injury

a.

b.

ATP Depletion: Decreased production of ATP impairs cellular functions, including
ion pumps, leading to cell swelling and dysfunction.

Oxidative Stress: Accumulation of reactive oxygen species (ROS) damages proteins,
lipids, and DNA.

Membrane Damage: Injury to cellular membranes can cause leakage of cellular
contents and loss of membrane integrity.

Calcium Homeostasis Disruption: Increased intracellular calcium levels can activate
enzymes that damage cellular structures.

Protein Misfolding and Aggregation: Improperly folded proteins can accumulate
and disrupt cellular functions.

4. Types of Cell Injury

a. Reversible Injury: Cells can recover if the damaging stimulus is removed,
characterized by cellular swelling and fatty change.
b. Irreversible Injury: Leads to cell death, often marked by necrosis or apoptosis.
5. Cell Death
a. Necrosis: Uncontrolled cell death due to severe injury, often resulting in
inflammation.
b. Apoptosis: Programmed cell death that occurs in a controlled manner without

inflammation.

Basic Principles of Cell Adaptation
1. Definition:

a.

Cell Adaptation: The process by which cells adjust to stress and changes in their
environment to maintain homeostasis and function.

2. Types of Adaptations

a.

b.

Hypertrophy: Increase in cell size due to increased workload or stimuli, such as in
cardiac muscle cells in response to high blood pressure.

Hyperplasia: Increase in cell number due to increased cell division, seen in
conditions like benign prostatic hyperplasia.

Atrophy: Decrease in cell size or number due to reduced workload, decreased
nutrients, or aging.

Metaplasia: Replacement of one cell type with another, often seen in chronic
irritation or inflammation, such as in the respiratory tract of smokers.

3. Mechanisms of Adaptation

a.

Stress Response Pathways: Activation of various cellular pathways, such as heat
shock proteins, to manage stress.
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b. Gene Expression Changes: Alterations in gene expression to produce proteins that
help the cell cope with the stress.

c. Autophagy: Cellular process where cells degrade and recycle damaged organelles
and proteins.

4. Limitations of Adaptation
a. Thresholds: Cells can only adapt to a certain extent; beyond this threshold,
adaptation fails, leading to injury or death.
b. Maladaptive Responses: Sometimes, adaptive changes can become maladaptive and
contribute to disease.

I1. DEFINITIONS OF CELL INJURY AND ADAPTATION
Cell Injury

Definition: Cell injury refers to the damage sustained by a cell when it is exposed to adverse
conditions or harmful stimuli. This damage impairs the cell's normal function and structure
and can lead to a range of outcomes depending on the severity and duration of the injury.

Key Aspects

1. Nature of Injury: The injury can be physical, chemical, biological, or environmental.

2. Severity: The extent of the injury can vary from mild and reversible to severe and
irreversible.

3. Outcomes: Depending on the injury's severity and the cell's capacity to adapt or recover,
outcomes can include reversible injury, cell death, or chronic disease.

Mechanisms

ATP Depletion: Insufficient energy to power essential cellular functions.

Oxidative Stress: Damage caused by reactive oxygen species (ROS).

Membrane Damage: Loss of membrane integrity and function.

Calcium Overload: Disruption of calcium homeostasis leading to activation of damaging
enzymes.

5. Protein Misfolding: Accumulation of incorrectly folded proteins.
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Consequences

1. Reversible Injury: Temporary impairment that resolves once the harmful stimulus is
removed (e.g., cell swelling, fatty change).

2. Irreversible Injury: Leads to cell death through necrosis or apoptosis when the damage
is too severe or prolonged.

Cell Adaptation

Definition: Cell adaptation refers to the cellular processes that enable a cell to adjust to
changes in its environment or stressors in order to maintain homeostasis and function
effectively. These adaptive responses help cells survive and continue to perform their
functions despite adverse conditions.

Key Aspects
1. Purpose: To manage stress and prevent cell death by modifying cell structure and
function.
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2. Types: Adaptations can include changes in cell size, number, or type in response to
specific stimuli.

3. Limits: Adaptations have thresholds beyond which they become ineffective, leading to
injury or disease.

Types of Adaptations

1. Hypertrophy: Increase in cell size due to increased workload or stimulation (e.g., muscle
cells in response to exercise).

2. Hyperplasia: Increase in cell number due to increased cell division (e.g., epithelial cells
in response to irritation).

3. Atrophy: Decrease in cell size or number due to reduced workload, decreased nutrients,
or aging (e.g., muscle atrophy from disuse).

4. Metaplasia: Replacement of one differentiated cell type with another, usually in response
to chronic irritation or inflammation (e.g., squamous metaplasia in the respiratory
epithelium of smokers).

Mechanisms

1. Stress Response Pathways: Activation of cellular mechanisms like heat shock proteins
to protect against stress.

2. Gene Expression Changes: Adjustments in gene expression to produce proteins that
help the cell cope with stress.

3. Autophagy: The process by which cells degrade and recycle damaged organelles and
proteins to maintain function.

Limits of Adaptation:

1. Thresholds: Cells can only adapt to a certain extent; beyond this threshold, adaptation
fails and can lead to injury or disease.

2. Maladaptive Responses: Some adaptations may become harmful if they persist or are
excessive, potentially leading to disease.

I1l. HOMEOSTASIS

Homeostasis is a fundamental concept in cellular physiology and is crucial for understanding
cell injury and adaptation. Here’s a detailed look at how homeostasis relates to these
principles:

Homeostasis

Definition: Homeostasis refers to the process by which living organisms, including cells,
maintain a stable internal environment despite external changes. This stability is crucial for
the cell’s proper functioning and survival.

Key Aspects

1. Dynamic Equilibrium: Homeostasis is not a static state but rather a dynamic process
where internal conditions fluctuate within a narrow range around a set point.

2. Regulatory Mechanisms: Cells use various feedback mechanisms to adjust their internal
environment and maintain balance.

3. Parameters Controlled: Includes factors like temperature, pH, ion concentrations, and
metabolic processes.
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Role of Homeostasis in Cell Injury and Adaptation
1. Homeostatic Mechanisms

a.

Feedback Systems: Cells employ feedback loops to regulate their internal conditions.
For example, the regulation of intracellular calcium levels involves feedback
mechanisms that adjust calcium influx and efflux.

Stress Response: Cells activate stress response pathways (e.g., heat shock proteins)
to restore homeostasis when exposed to adverse conditions like high temperatures or
oxidative stress.

Metabolic Adaptations: In response to metabolic stress, cells may adjust their
metabolic pathways to produce energy more efficiently or protect against damage.

2. Cell Injury and Disruption of Homeostasis

a.

ATP Depletion: Energy failure impairs homeostatic mechanisms, leading to cellular
dysfunction and injury. For instance, decreased ATP affects ion pumps, causing ionic
imbalances and cellular swelling.

Oxidative Stress: Excessive reactive oxygen species (ROS) damage cellular
components, disrupting homeostatic processes and leading to cell injury.

Membrane Damage: Injury to cellular membranes affects their ability to maintain
ionic gradients and other homeostatic functions, resulting in cell damage or death.
Calcium Overload: Increased intracellular calcium disrupts various cellular functions
and processes, further compromising homeostasis.

3. Cellular Adaptation and Homeostasis:

a.

b.

b.

Adaptation to Stress: Cells may undergo hypertrophy, hyperplasia, atrophy, or
metaplasia as adaptive responses to stress, aiming to restore or maintain homeostasis.
Autophagy: Cells use autophagy to remove damaged organelles and proteins, thereby
restoring balance and preventing further injury.

Gene Expression Changes: Alterations in gene expression help cells produce
protective proteins and adjust their functions to cope with stress and maintain
homeostasis.

Limits of Homeostasis and Adaptation:
a.

Thresholds: There are limits to how much a cell can adapt to stress. Once these limits
are exceeded, homeostasis cannot be maintained, leading to irreversible injury or cell
death.

Maladaptive Responses: Sometimes, adaptations meant to restore homeostasis can
become maladaptive. For example, chronic inflammation or prolonged hypertrophy
can contribute to disease rather than protect the cell.

Disease Implications:
a.

Chronic Conditions: Long-term disruptions in homeostasis can lead to chronic
diseases, such as hypertension or diabetes, where cells and tissues fail to maintain
proper function.

Acute Injuries: In acute settings, such as trauma or infection, the rapid loss of
homeostatic control can lead to immediate cell damage or death.
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IV. COMPONENTS AND TYPES OF FEEDBACK SYSTEMS

Feedback systems are crucial for maintaining homeostasis in cells and organisms. They allow
for the regulation of various physiological processes and help manage responses to internal
and external changes. Here’s a detailed look at the components and types of feedback
systems in the context of cell injury and adaptation:

Components of Feedback Systems
1. Sensor (Receptor):
a. Function: Detects changes in the internal or external environment and monitors
specific variables (e.g., temperature, pH, ion concentrations).
b. Examples

e In cells, sensors might be proteins or receptors that detect changes in cellular
conditions or external signals.

e For instance, ion channels and receptors on the cell membrane can sense changes
in ion concentrations.

2. Control Center
a. Function: Receives information from the sensors, processes it, and determines the
appropriate response to restore homeostasis.
b. Examples

e In cells, the control center could be a central regulatory molecule or signaling
pathway that integrates sensory information.

e For example, the nucleus may play a role by altering gene expression in response
to stress signals.

3. Effector
a. Function: Carries out the response dictated by the control center to restore
equilibrium.
b. Examples:
e Effectors can be various cellular mechanisms such as ion pumps, metabolic
pathways, or stress response proteins.

e For example, heat shock proteins help protect cells from damage caused by high
temperatures.

Types of Feedback Systems
1. Negative Feedback
a. Definition: A mechanism where the response to a stimulus reduces or eliminates the
original stimulus, helping to bring the system back to its normal state.
b. Characteristics

e Stabilizing: This type of feedback helps maintain homeostasis by counteracting
deviations from a set point.

e Self-Limiting: Once the desired change is achieved, the system decreases the
response to avoid overcorrection.
c. Examples in Cells:

e Temperature Regulation: Heat shock proteins are produced in response to high
temperatures, which helps the cell recover from heat stress. Once temperatures
normalize, the production of these proteins decreases.
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e lon Regulation: The sodium-potassium pump maintains ion gradients. If ion
concentrations deviate, the pump adjusts to restore balance.

2. Positive Feedback
a. Definition: A mechanism where the response to a stimulus enhances or increases the
original stimulus, leading to a greater deviation from the set point.
b. Characteristics:

e Amplifying: This type of feedback reinforces changes, often leading to a more
dramatic response.

e Non-Self-Limiting: Positive feedback usually continues until a specific event or
endpoint is reached.
c. Examplesin Cells:

e Blood Clotting: When a blood vessel is injured, platelets adhere to the site and
release chemicals that attract more platelets, amplifying the clotting process until
the bleeding stops.

e Inflammatory Response: During inflammation, cytokines and other signaling
molecules are released, which can attract more immune cells and amplify the
inflammatory response.

Role in Cell Injury and Adaptation
1. Negative Feedback in Cell Injury and Adaptation
a. Stress Response: In response to cellular stress, negative feedback mechanisms help
to counteract the effects and restore normal function. For example, if oxidative stress
increases, cells may activate antioxidant defenses to reduce ROS levels.
b. Regulation of Protein Expression: Cells regulate the expression of stress-related
proteins to prevent excessive damage and restore homeostasis.

2. Positive Feedback in Cell Injury and Adaptation
a. Damage Amplification: In some cases, positive feedback can exacerbate damage.
For example, chronic inflammation can lead to a cycle of tissue damage and immune
activation.
b. Adaptive Responses: Positive feedback mechanisms can also play a role in
reinforcing adaptive responses. For instance, during wound healing, the positive
feedback loop of clotting and tissue repair can accelerate the healing process.

V. CAUSES OF CELLULAR INJURY

Cellular injury occurs when cells are exposed to harmful stimuli or stressors that impair their
normal function and structure. Understanding the causes of cellular injury is crucial for
diagnosing and managing various diseases. Here’s a detailed look at the causes of cellular
injury:

Causes of Cellular Injury
1. Physical Agents
a. Trauma: Physical injury from mechanical forces can disrupt cellular structure and
function, leading to cell death. Examples include cuts, bruises, and fractures.
b. Temperature Extremes: Extreme temperatures can cause damage through thermal
injury. High temperatures (burns) can denature proteins and disrupt cell membranes,
while low temperatures (frostbite) can cause ice crystal formation and cellular rupture.
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Radiation: lonizing radiation (e.g., X-rays, gamma rays) and non-ionizing radiation
(e.g., UV light) can cause cellular damage. lonizing radiation can induce DNA
damage and lead to mutations or cell death, while UV light can cause DNA damage
leading to skin cancer.

Chemical Agents:

a.

Toxins: Various chemical substances can be toxic to cells, including heavy metals
(e.g., lead, mercury), industrial chemicals, and environmental pollutants. These
chemicals can interfere with cellular processes and cause damage.

Drugs: Certain medications, particularly when used improperly or in excessive doses,
can cause cellular injury. Examples include acetaminophen toxicity and certain
chemotherapeutic agents.

Poisons: Biological poisons such as those produced by bacteria (e.g., botulinum
toxin) can interfere with cellular function and lead to cell death.

Biological Agents

a.

Infectious Agents: Bacteria, viruses, fungi, and parasites can cause cellular injury
through direct invasion, production of toxins, or triggering immune responses. For
example, viruses can integrate their DNA into host genomes, disrupting normal
cellular function.

Immune Reactions: Autoimmune diseases and hypersensitivity reactions occur when
the immune system mistakenly targets and damages healthy cells. Examples include
rheumatoid arthritis and systemic lupus erythematosus.

Nutritional Imbalances:

a.

Deficiencies: Lack of essential nutrients, such as vitamins and minerals, can impair
cellular functions and lead to diseases. For example, vitamin C deficiency can lead to
scurvy, while iron deficiency can cause anemia.

Excesses: Excessive intake of certain nutrients or substances can also be harmful. For
instance, high levels of cholesterol can lead to atherosclerosis and cardiovascular
disease.

Hypoxia and Ischemia

a.

Hypoxia: A deficiency of oxygen at the cellular level can impair cellular respiration
and ATP production, leading to cell injury. Common causes of hypoxia include
respiratory diseases and anemia.

Ischemia: Reduced blood flow to tissues can result in both hypoxia and a lack of
essential nutrients. It can lead to cellular injury and necrosis, as seen in conditions like
myocardial infarction (heart attack) and stroke.

Mechanical Stress

a.

b.

Pressure: Excessive mechanical pressure can cause cellular deformation and damage.
This can occur in conditions like compartment syndrome, where increased pressure
within a confined space impairs blood flow and leads to tissue damage.

Shear Forces: High shear forces can disrupt cellular integrity and function,
particularly in tissues exposed to mechanical stress.
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7. Chemical and Environmental Stress

a.

b.

Oxidative Stress: An imbalance between reactive oxygen species (ROS) and the
cell's antioxidant defenses can lead to oxidative damage of proteins, lipids, and DNA.

Environmental Pollutants: Exposure to pollutants such as cigarette smoke or
industrial chemicals can contribute to cellular damage and disease.

8. Genetic Factors

a.

Inherited Mutations: Genetic mutations can lead to structural and functional
abnormalities in cells. For example, cystic fibrosis and sickle cell anemia are genetic
disorders that result from mutations affecting cellular processes.

V1. PATHOGENESIS

Pathogenesis of cellular injury involves various forms of damage to key cellular structures.
Each type of damage affects cellular function and can lead to cell death if severe or
prolonged. Here's a detailed examination of how damage to cell membranes, mitochondria,
ribosomes, and nuclei contributes to cellular injury:

1. Cell Membrane Damage
Pathogenesis

a. Disruption of Membrane Integrity: Damage to the cell membrane impairs its ability
to maintain the cellular environment, leading to the leakage of intracellular contents
and the entry of harmful substances.
b. Causes: Physical trauma, chemical toxins, oxidative stress, and infections can all
cause membrane damage.
c. Mechanisms
e Lipid Peroxidation: Oxidative stress leads to the oxidation of membrane lipids,
resulting in lipid peroxidation. This causes loss of membrane fluidity and
integrity.

e Protein Modification: Damage to membrane proteins can disrupt their function,
including ion channels and transporters.

e Loss of Membrane Potential: Damage to ion pumps (e.g., Na+/K+ ATPase)
leads to loss of membrane potential and ionic imbalances.

Consequences

a. Cell Swelling: Disruption of ionic gradients causes water influx and cell swelling.

b. Cell Death: Persistent membrane damage can lead to necrosis due to loss of cellular

integrity.

2. Mitochondrial Damage
Pathogenesis:

a.

Disruption of Energy Production: Mitochondria are responsible for ATP production
through oxidative phosphorylation. Damage impairs this process, leading to ATP
depletion.

Causes: Hypoxia, oxidative stress, toxins, and genetic mutations can damage
mitochondria.

Mechanisms

e Oxidative Stress: Excessive ROS production damages mitochondrial DNA,

proteins, and lipids, leading to dysfunction.
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e Mitochondrial Permeability Transition: Increased permeability of the
mitochondrial membrane allows the release of pro-apoptotic factors (e.g.,
cytochrome c) into the cytoplasm, which triggers apoptosis.

e Failure of ATP Production: Decreased ATP levels impair critical cellular
processes, including ion pumps and protein synthesis.

Consequences

a. Energy Deficiency: Reduced ATP production affects cellular functions and can lead
to cell death.

b. Apoptosis: Mitochondrial dysfunction can trigger programmed cell death through
apoptosis pathways.

Ribosome Damage
Pathogenesis
a. Disruption of Protein Synthesis: Ribosomes are essential for translating mRNA into
proteins. Damage impairs protein synthesis, affecting cellular function and repair.
b. Causes: Toxins, oxidative stress, and infections can damage ribosomes.
c. Mechanisms
e Chemical Inhibition: Certain toxins (e.g., ricin) inhibit ribosomal activity and
protein synthesis.
e Oxidative Damage: ROS can damage ribosomal RNA (rRNA) and proteins,
leading to defective ribosome function.

Consequences

a. Impaired Protein Synthesis: Reduced production of essential proteins disrupts
cellular processes and repair mechanisms.

b. Cell Dysfunction: Accumulation of misfolded or damaged proteins can lead to
cellular dysfunction and death.

Nuclear Damage
Pathogenesis
a. Disruption of Genetic Material: The nucleus contains DNA, which is critical for
cellular function and replication. Damage to DNA affects cellular integrity and
function.
b. Causes: Radiation, chemical toxins, oxidative stress, and infections can cause nuclear
damage.
c. Mechanisms
e DNA Damage: DNA breaks, mutations, and cross-linking can disrupt genetic
information and affect replication and transcription.
e Nuclear Envelope Damage: Damage to the nuclear envelope affects nuclear-
cytoplasmic transport and can lead to loss of nuclear integrity.
e Chromatin Alterations: Changes in chromatin structure can affect gene
expression and contribute to cell dysfunction.

Consequences

a. Genetic Instability: DNA damage can lead to mutations and chromosomal
abnormalities, increasing the risk of cancer and other diseases.

b. Cell Cycle Arrest: Cells may enter a state of arrest to repair DNA damage, but
persistent damage can lead to cell death or senescence.
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c. Apoptosis: Severe DNA damage can trigger apoptosis through intrinsic pathways,
leading to cell death.

VIl. MORPHOLOGY OF CELL INJURY — ADAPTIVE CHANGES

Understanding the morphology of cell injury and the adaptive changes cells undergo is
essential for comprehending how they respond to stress and injury. Here’s a detailed
examination of the adaptive changes in cellular morphology:

1. Atrophy

Definition: Atrophy refers to a decrease in cell size and function due to a reduction in
cellular workload, nutrients, or other stimuli.

Mechanisms
a. Decreased Protein Synthesis: Reduced synthesis of cellular components due to
diminished cellular activity.
b. Increased Protein Degradation: Enhanced breakdown of cellular proteins and
organelles through processes like autophagy.

Causes

Disuse: Reduced activity, such as muscle atrophy from immobilization.
Inadequate Nutrition: Malnutrition or starvation can lead to generalized atrophy.
Reduced Blood Supply: Decreased perfusion (ischemia) can cause tissue atrophy.
Aging: Natural decline in cellular function and size with age.

oo

Morphological Features
a. Smaller Cell Size: Cells appear smaller due to reduced cytoplasmic volume and
organelle size.
b. Decreased Organelles: Reduction in the number of organelles like mitochondria and
endoplasmic reticulum.
c. Increased Autophagic Vacuoles: Accumulation of vacuoles containing degraded
cellular components.

2. Hypertrophy

Definition: Hypertrophy refers to an increase in cell size and function due to increased
workload or stimulation, leading to an enlargement of the organ or tissue.

Mechanisms
a. Increased Protein Synthesis: Enhanced synthesis of structural proteins and
organelles.
b. Increased Cellular Demand: Cells adapt to increased functional demand by
enlarging.
Causes

a. Increased Functional Demand: For example, cardiac hypertrophy due to increased
blood pressure or muscle hypertrophy from exercise.

b. Hormonal Stimulation: Growth factors and hormones can induce hypertrophy, such
as in the case of breast tissue enlargement during pregnancy.
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Morphological Features
a. Enlarged Cell Size: Cells appear larger due to increased cytoplasmic volume and
organelle size.
b. Increased Organelles: More mitochondria, endoplasmic reticulum, and other
organelles to meet increased energy and functional demands.

3. Hyperplasia

Definition: Hyperplasia is the increase in the number of cells within a tissue or organ,
leading to its enlargement.

Mechanisms
a. Increased Cell Division: Enhanced proliferation of cells due to increased growth
signals or stimuli.

Causes
a. Physiological Stimuli: Hormonal changes, such as endometrial hyperplasia during
the menstrual cycle.
b. Compensatory Responses: Tissue regeneration after injury or partial removal, such
as liver regeneration.
c. Pathological Stimuli: Excessive stimulation, such as in benign prostatic hyperplasia.

Morphological Features
a. Increased Cell Number: More cells within the same tissue area, leading to tissue
enlargement.
b. Normal Cell Size: Cells are usually normal in size, but their increased number causes
tissue hypertrophy.

4. Metaplasia

Definition: Metaplasia refers to the replacement of one differentiated cell type with another
type, usually in response to chronic irritation or inflammation.

Mechanisms
a. Reprogramming of Stem Cells: Differentiated cells are replaced by a different type
through stem cell differentiation.
b. Adaptive Response: Cells adapt to stress or injury by altering their phenotype to a
more robust type.

Causes
a. Chronic Irritation: Such as smoking causing squamous metaplasia in the respiratory
epithelium.
b. Vitamin Deficiencies: E.g., vitamin A deficiency leading to squamous metaplasia in
the eye.

Morphological Features
a. Change in Cell Type: The original cell type is replaced by a different, often more
robust type that is better suited to the stress.
b. Altered Tissue Architecture: Changes in tissue structure due to the new cell type.
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5. Dysplasia

Definition: Dysplasia refers to abnormal changes in cell size, shape, and organization within
a tissue, often considered a pre-cancerous condition.

Mechanisms
a. Disordered Growth: Abnormal cell proliferation and differentiation, leading to
irregular tissue architecture.

Causes
a. Chronic Irritation or Inflammation: Persistent damage or stimulation, such as in
chronic infections or inflammatory conditions.
b. Pre-malignant Conditions: Dysplasia can be a precursor to cancer, seen in
conditions like cervical dysplasia associated with human papillomavirus (HPV)
infection.

Morphological Features
a. Abnormal Cell Morphology: Cells exhibit atypical size, shape, and nuclear
characteristics.
b. Disorganized Tissue Structure: Loss of normal tissue architecture and cellular
arrangement.
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