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Course Description Form

13. Course Name:

General Pathology

14. Course Code:
MU0613103

15. Semester / Year:
Year

16. Description Preparation Date:
2025-2026

17. Available Attendance Forms:

Lectures and laboratories

18. Number of Credit Hours (Total) / Number of Units (Total)

60 hours lectures (4 unit)

60 hours laboratories (2 unit)
Total credit hours (120)
Total credit units (6)

19. Course administrator's name (mention all, if more than one
name)

Name: Dr. Ahmed Turki Hani
Email: ahmed.turki.hani@uomus.edu.iq

20. Course Objectives
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Course Objectives 1- This introductory subject provides
the dental students with the essential
basic scientific knowledge required to
understand in an integrated manner
the structure and functional deviations
from the normal in the various body
systems and organs.

2- To familiarize dental students with
the basic pathology.

3- To make the dental students
understand the etiology, pathogenesis,
and pathologic manifestation of
disease process.

21.

Teaching and Learning Strategies

Strategy  A_knowledge and understanding:
After completing this program, students would be able to:
-Demonstrate the anatomical, biological, histological, and
physiological principles related to general health, oral health,
disease processes, immunity and the dental material sciences, their
applications and manipulations and the concepts related to all
branches of dentistry.
-Explain terms and divisions in general pathology.
-Demonstrate an understanding of the etiology and
pathogenesis of disease & it's effects on the body
-Explain the salient principles of inflammation and repair
-Describe circulatory dysfunction
-Describe and contrast neoplasm and cysts

B-Intellectual Skills:

After completing this program, students would be able to:
-Diagnose and analyze the clinical problems of the oral cavity
and paraoral structures and create a proper treatment plan.
-Know how to deal with the light microscope and pathology.
-Describe the pathologic picture of a disorder based on gross or
microscopic morphology.

22. Course Structure




Week

Hours

Required learning
outcomes

Topic

Teaching Method

Evaluation
method

Pathology Introduction—
to define the field and
understand the four aspects
of disease (etiology,
pathogenesis, morphology,
and clinical signs). Clinical
Pathology—to interpret
standard laboratory tests
(e.g., blood and chemistry)
and grasp laboratory
quality control. Molecular
Pathology—to explain
how genetic and molecular
changes cause disease and
use molecular methods for
diagnosis. Cell Damage
and Reversible Cell
Injury—to identify the
main causes of cellular
injury, distinguish between
reversible and irreversible
states, and recognize the
early changes like cellular
swelling.

"Introduction to
pathology
Clinical
pathology
Molecular
pathology

Data
projector/White
board/Smart board

Home
work/Quiz

Irreversible Cell Injury,
requiring students to
distinguish between
necrosis (pathological cell
death due to injury) and
apoptosis (programmed
cell death) and identify
critical factors like
membrane and
mitochondrial damage.
Deposits and Pigmentation
involves understanding
intracellular accumulations
of substances like lipids or
proteins, classifying types
of pathologic calcification
(dystrophic vs. metastatic),
and categorizing pigments
as exogenous (e.g., carbon)
or endogenous (e.g.,

Cell damage
reversible cell
injury"

Data
projector/White
board/Smart board

Home
work/Quiz




Melanin, Hemosiderin,
Bilirubin) while knowing
their related conditions.

understanding that
inflammation is a
protective response
defined by vascular and
cellular changes and the
five cardinal signs.
Students should
characterize acute
inflammation by its rapid
onset and dominant role of
neutrophils (involving
vasodilation and increased
permeability), and
distinguish it from chronic
inflammation, which is
longer-lasting and involves
macrophages,
lymphocytes, and
concurrent tissue
destruction and repair,
sometimes forming
granulomas. Finally,
students must identify and
explain the function of key
chemical mediators (both
cell-derived, like histamine
and prostaglandins, and
plasma-derived) in
initiating and regulating
these inflammatory
processes.

Irreversible cell
injury Deposits
and pigmentation
External and
internal
pigmentation

Data
projector/White
board/Smart board

Home
work/Quiz

understanding the general
principles of healing and
repair, specifically
distinguishing between
regeneration and scar
formation. Students must
detail the sequential phases
of healing of a skin wound
(inflammation,
proliferation, maturation),
recognize the difference
between healing by first

"Inflammation
Acute
inflammation
Chronic
pathology

Data
projector/White
board/Smart board

Home
work/Quiz




intention (clean, surgical
cut) and second intention
(large, infected wound),
and finally, describe the
unique four-stage process
of healing of bone
fractures (hematoma
formation, soft callus,
bony callus, and
remodeling).

understanding the major
causes and consequences
of Hemodynamic
Disorders (e.g., edema,
congestion, hemorrhage).
Students must also define
the processes of
thrombosis (pathologic
clot formation) and
embolism (migration of a
clot or foreign material),
recognizing the major
types of Thromboembolic
Disease (e.g., venous
thrombosis, pulmonary
embolism). Finally,
students should define the
state of Shock, classify its
major categories (e.g.,
cardiogenic, hypovolemic,
septic), and understand the
common pathophysiology
and systemic consequences
of this condition.

Chemical
mediators"

Data
projector/White
board/Smart board

Home
work/Quiz

understanding the
fundamental structure,
function, and organization
of the human genome
(DNA, genes,
chromosomes). Students
should be able to describe
the major patterns of
Mendelian inheritance
(autosomal
dominant/recessive, X-
linked) and non-Mendelian

"Healing and
repair Healing of
skin wound

Data
projector/White
board/Smart board

Home
work/Quiz




inheritance, explain how
mutations lead to genetic
disorders, and appreciate
the role of genetic
principles in health,
disease diagnosis, and
personalized medicine.

understanding the
definition and
classification of Diseases
of the Immune System,
focusing on
Hypersensitivity reactions,
where students must
distinguish the four major
types (I, 11, 111, and V)
based on their mechanisms
and clinical examples.
Furthermore, students
should define Autoimmune
Diseases, understand the
mechanisms leading to
self-tolerance loss, and
recognize major examples.
Finally, outcomes cover
the principles of
Transplantation
immunology, including the
mechanisms of graft
rejection (hyperacute,
acute, chronic) and the
methods used for tissue
matching and
immunosuppression.

Healing of bone"

Data
projector/White
board/Smart board

Home
work/Quiz

require students to define
and distinguish between
benign and malignant
tumors based on features
like differentiation, rate of
growth, local invasiveness,
and metastasis.
Furthermore, students must
understand the molecular
basis of tumors,
identifying the roles of key
altered genes—specifically

Hemodynamic
Disorders,
Thromboembolic
Disease, and
Shock

Data
projector/White
board/Smart board

Home
work/Quiz




oncogenes (accelerators)
and tumor suppressor
genes (brakes)—and
recognizing how
sequential genetic
mutations drive the multi-
step process of
carcinogenesis.

require students to define
the general concepts of
infection, colonization, and
pathogenesis, and
specifically to compare
and contrast the key
features, mechanisms of
damage, and typical host
responses associated with
bacterial infection (e.g.,
toxin production,
suppuration) versus viral
infection (e.g., cytopathic
effects, latency,
lymphocytic response),
recognizing the importance
of virulence factors in both
types of pathogens.

Genetic

Data
projector/White
board/Smart board

Home
work/Quiz

10

require students to
understand how
environmental factors
(e.g., pollution, toxins,
physical agents like heat
and radiation) cause injury
and disease, specifically
identifying key
pneumoconioses and
toxicities. Furthermore,
students must define and
classify major nutritional
disorders, distinguishing
diseases caused by
deficiencies (e.g., specific
vitamin deficiencies like
scurvy or protein-energy
malnutrition like
marasmus) from diseases
caused by excesses (e.g.,

"Diseases of the
Immune System
Hypersensitivity

Data
projector/White
board/Smart board

Home
work/Quiz




obesity and its systemic
consequences like Type 2
diabetes).

11

require students to
understand the normal
structure and function of
arteries, veins, and
capillaries, and define the
major categories of
vascular pathology,
specifically including the
mechanisms and
consequences of
arteriosclerosis (especially
atherosclerosis) and
hypertension. Furthermore,
students must recognize
the clinical significance
and pathogenesis of
common vascular diseases
such as aneurysms,
vasculitis, and disorders
affecting venous flow
(e.g., varicose veins and
deep vein thrombosis).

Autoimmune
diseases
Transplantation™

Data
projector/White
board/Smart board

Home
work/Quiz

12

require students to
understand the major
categories of cardiac
pathology, including the
pathogenesis and
consequences of Ischemic
Heart Disease (IHD), such
as myocardial infarction,
and distinguish it from the
mechanisms underlying
Hypertensive Heart
Disease and Valvular
Heart Disease.
Furthermore, students must
understand the causes and
morphological changes
associated with
Myocarditis,
Cardiomyopathies,
Pericardial Diseases, and
define the concepts of

"Neoplasia

Data
projector/White
board/Smart board

Home
work/Quiz




Congenital Heart Disease
and Congestive Heart
Failure, recognizing the
pathological basis for the
heart's failure to function
as a pump.

13

require students to
understand the
mechanisms of Anemia,
classifying the major
causes of red blood cell
disorders (e.g., nutritional
deficiency, blood loss, cell
destruction), as well as
disorders resulting from
red blood cell excess
(polycythemia).
Furthermore, students must
grasp the essential
components of Hemostasis
(platelets, vascular factors,
coagulation), and
recognize the common
causes of Bleeding
Disorders, including
defects in Platelets and
disorders of Coagulation
factors, appreciating the
clinical implications of
each.

bengin and
malignant tumors
molecular basis
of tumors"

Data
projector/White
board/Smart board

Home
work/Quiz

14

require students to
understand the major
functional abnormalities of
white blood cells (WBCs),
including quantitative
disorders like leukopenia
and leukocytosis, and
qualitative defects (e.g.,
phagocyte dysfunction).
Students must also classify
and differentiate between
major neoplastic
proliferations of WBCs,
specifically distinguishing
between leukemia
(originating in the bone

"Infections

Data
projector/White
board/Smart board

Home
work/Quiz




marrow and circulating in
the blood), lymphoma
(proliferating in lymphoid
tissues), and plasma cell
disorders (e.g., Multiple
Myeloma), recognizing the
characteristic cells and
clinical presentations of
the main subtypes.

15

require students to
understand the
pathogenesis,
morphological features,
and clinical consequences
of major disorders
affecting different
segments. This includes
the causes of esophagitis
and peptic ulcers,
differentiating the two
main types of
Inflammatory Bowel
Disease (IBD) (Crohn
disease and ulcerative
colitis), recognizing the
types and risks of
colorectal polyps and
cancer, and understanding
the impact of key
conditions affecting the
liver (e.g., cirrhosis,
hepatitis) and pancreas
(e.g., pancreatitis,
carcinoma).

Bacterial and
viral infection"

Data
projector/White
board/Smart board

Home
work/Quiz

16

require students to
understand the vital
functions of the liver and
how its injury leads to
Jaundice, Cirrhosis, and
Portal Hypertension,
appreciating the systemic
consequences of each.
Students must classify the
major types of Hepatitis
(especially viral and
alcoholic), identify

Environmental
and Nutritional
Diseases

Data
projector/White
board/Smart board

Home
work/Quiz




diseases caused by
deposits (e.g.,
Hemochromatosis and
Wilson disease), and
recognize the pathological
features of benign and
malignant liver tumors,
most importantly
Hepatocellular Carcinoma.

17

require students to
understand the
pathogenesis and
consequences of Acute and
Chronic Pancreatitis,
recognizing their major
causes (e.g., alcoholism,
gallstones) and the risk of
developing Pancreatic
Carcinoma. Furthermore,
students must understand
the formation of Gallstones
(Cholelithiasis), classify
their types (cholesterol vs.
pigment), identify the
associated conditions like
Cholecystitis
(inflammation of the
gallbladder), and recognize
the clinical and
pathological significance
of bile duct obstruction
and ascending cholangitis.

Blood Vessels

Data
projector/White
board/Smart board

Home
work/Quiz

18

require students to
understand the
mechanisms of acute and
chronic respiratory failure,
and to distinguish between
obstructive lung diseases
(like emphysema and
asthma) and restrictive
lung diseases (like
fibrosis), based on
pathophysiology and
morphological changes.
Furthermore, students must
understand the causes and

The Heart

Data
projector/White
board/Smart board

Home
work/Quiz




progression of pneumonia
and tuberculosis, and
recognize the pathogenesis
and characteristics of lung
cancer, a common
malignancy, appreciating
the major risk factors (e.g.,
smoking) and its systemic
consequences.

19

require students to
understand the normal
processes of bone
formation and remodeling,
and to classify major
metabolic bone disorders,
specifically differentiating
the causes and
morphological features of
Osteoporosis (decreased
bone mass),
Osteomalacia/Rickets
(defective mineralization),
and Paget Disease
(disorganized bone
remodeling). Furthermore,
students must recognize
the pathogenesis and
significance of
Osteomyelitis (bone
infection), and classify and
distinguish the major bone
tumors, identifying key
examples of benign and
malignant neoplasms (e.g.,
osteosarcoma,
chondrosarcoma).

Red Blood Cell
and Bleeding
Disorders

Data
projector/White
board/Smart board

Home
work/Quiz

20

require students to
understand the major
patterns of renal injury,
specifically differentiating
the causes and clinical
presentation of nephrotic
syndrome (characterized
by massive proteinuria)
from nephritic syndrome
(characterized by

Diseases of
White Blood
Cells

Data
projector/White
board/Smart board

Home
work/Quiz




hematuria and
hypertension). Students
must also classify the
primary glomerular
diseases (e.g., membranous
nephropathy, 1gA
nephropathy), understand
the pathogenesis of Acute
Kidney Injury (AKI), and
recognize the causes and
consequences of common
tubulointerstitial diseases
(e.g., pyelonephritis, drug-
induced nephritis) and the
morphology and
significance of renal
neoplasms (e.g., renal cell
carcinoma).

21

require students to
understand the
pathogenesis and
morphological changes of
disorders affecting the
lower urinary tract
(ureters, bladder, and
urethra), specifically
recognizing the common
causes of Urinary Tract
Infections (UTIs) and
identifying the significance
of Urolithiasis (urinary
stones) and their
complications (e.g.,
urinary obstruction).
Furthermore, students must
understand the patterns of
the most prevalent
malignancy in this system,
notably Transitional Cell
Carcinoma of the bladder,
and appreciate the major
risk factors and clinical
prognosis associated with
these tumors.

Diseases of G.I.T

Data
projector/White
board/Smart board

Home
work/Quiz

23. Course Evaluation




Distributing the score out of 100 according to the tasks assigned to the student such as
daily preparation, daily oral, monthly, or written exams, reports .... etc.

24. Learning and Teaching Resources

Required textbooks (curricular books, if 1 .Robbins basic pathology. Kumar,
any) Abbas, and Aster. 10t edition. 2018,
Elsevier.
2 .Stevens, Alan, James S. Lowe, and
lan Scott. Core pathology.2008 ,
Elsevier Health Sciences

Main references (sources)

Recommended books and references
(scientific journals, reports...)

Electronic References, Websites




