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Abnormalities caused by:
Substitution
Deletion
Addition
1. Abnormal hemoglobins without clinical significance.
2. Aggregating hemoglobins (sickle cell anemia).
3. Unbalanced synthesis of hemoglobin (thalassemia).

4. Unstable hemoglobins.
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5. Hemoglobins with abnorma

| heme function

Alkali Denaturation Test for Fetal Hemoglobin

Sickle Cell Anemia and Sickle Cell Trait

Pathophysiology of Sickle Cell Anemia

in Sickle Cell Anemia Peripheral Blood Findings

( Dithionite Test ) Solubility test (Sickledex)

Hemoglobin Electrophoresis

Cellulose acetate electrophoretic patterns for common hemoglobinopathies
Chemistry Tests in Sickle Cell Anemia

Hemoglobin C Disease

Hemoglobins D & G Disease

Hb E Disease

Hemoglobin SC Disease and Other Combinations

Unstable Hemoglobin Disease (Heinz body anemia)

Methemoglobinemia (Hemoglobin M)

Laboratory Findings in Ho M

Hb with Increased Oxygen Affinity

Hemoglobins with Decreased Oxygen Affinity
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o — Thalassemia

B — Thalassemia

B-Thalassemia Minor

B -Thalassemia Minor with genotype 6

Lepore Hemoglobin a2 (6pB) 2

o-Thalassemia-2 (Silent carrier) -a/aa

a-Thalassemia-1

Hemoglobin H

Hydrops Foetalis with Hb Bart

Constant Spring

6

Molecular mechanisms that ca

Hemoglobin(CS)
6 — Thalassemia
B — Thalassemia

use thalassemia

Hemoglobin Electrophoresis on cellulose acetate , PH= 8.6

Liver function

Acute Hepatitis: Short-term hepatitis.
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Chronic Hepatitis: Long-term hepatitis.

Types of liver disease
Cholestasis

Infection

Chemical damage
Hereditary

Vascular damage
Autoimmunity
Congenital anomalies

Metabolic disease:

Viral hepatitis
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The values measured in liver blood tests are:

Alanine aminotransferase( ALT) & clinical importance
Aspartate aminotransferase( AST) & clinical importance
Alkaline phosphatase& clinical importance
Gamma-glutamyltransferase (GGT) & clinical importance
Albumin& clinical importance

Bilirubin& clinical importance

Prothrombin time (PT) & clinical importance

5’nucleotidase& clinical importance

Cirrhosis

Function of kidneys

Glomerular Permeability

Glomerular Permeability

Proteinuria

1.Increased Filtered Load

-Glomerular Proteinuria

-Overflow Proteinuria

2.Deacreased Tubular Reabsorptive Capacity
-Proximal Tubular Damage

- Decreased Nephron Number

- Enzymuria




3. Postglomerular Secretion and Leakage of Protein
Types of Renal failure
Types of Renal failure
1.Acute renal failure
2.Chronic renal failure
Glomerular Diseases
Glomeruloneophrities
Nephrotic Syndrome
Diabetic Nephropathy
Exams and Tests
MALE REPRODUCTIVE SYSTEM
The Testes (Anatomy & Physiology)
SPERM/RELATED STRUCTURES
Sperm norphology
Sperm norphology abnormal
Accessory sex glands
Seminal Vesicles
Prostate gland
Cowper’s gland
Normal Seminal fluid values
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Iron

zinc

Copper
iodine
selenium
Molybdenum
Manganese
fluoride

chromium

G sl Kaw
Promoters
Inhibitors
Predisposing factors
1- preurinary
2-Urinary
3- Metabolic disorders: Primary
Types of Renal Calculi
Calcium Stones
Calcium Oxalate
Calcium Phosphate
Calcium Oxalate and Calcium Phosphate
Struvite Stones
Uric Acid Stones
Cystine Stones
Why stones form?

1. Decreased urine volume

3. Absence of inhibitors

4. Infection

MANAGEMENT

Foods and drinks containing oxalate

Treatment
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Common locations of gallstones

Gallstone Pathogenesis

Gallstones Type

Risk Factors of Gallstones

Gallbladder Disorders
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O Project-Based Learning
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