     هذه المذكرة عبارة عن سلايدات الدكتورة كاملة + ملاحظات مهمة ذكرتها الدكتورة + تحديد MCQs من مذكرة العام

Gooooood luck و يااارب كلنا Full marks

دعواتكم بإذن الله ستكون سبب في استمرار عطائنا فلا تحرمونا
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ANTIANAEMICS
1-iron

2-vitamin B12

3-folic acid

4-hamatopiotic growth factor (erythropiotin)
Iron:

Forms of iron: 
total body iron =4gm distributed as:
1-Hemoglobin=2/3 amount

2-Ferritin & haemosiderin (available stored forms) in intestinal mucosal cells and in macrophage in liver , spleen & bone

3-Myoglobin , cytochromes , various enzymes (non available forms)
4-Transferrin: (circulating iron)

-iron bound to ( globulins (ferric iron)

-most of this iron is used for erythropiosis

-iron deficiency anemia is associated with increased serum of transferrin.
Dialy requirement:  
    5mg for male

   15mg for female (b/c menstruation or lactation or pregnancy)& children(or adolescence)
Iron absorption:

1-Iron available in meat (heme iron) , grain and vegetable (non heme iron) is actively absorbed from upper part of small intestine in ferrous form.
2-vitamin C (ascorbic acid) , acidic medium , amino acids & fructose increase absorption.
3-antiacids & tetracyclines (b/c it collate minerals) decrease absorption

Excretion:
Normally NOT excreted or in another way there is NO particular way for its excretion

by exfoliation ( peeling off) of intestinal mucosal cells containing ferritin into stool.
Oral iron preparations:

Ferrous sulphate  ,ferrous gluconate , ferrous succinate , 
ferrous fumarate (this form contain much more elemental iron than others)
- oral preparation is the usual used preparation to correct microcytic anemia. 
Side effects of oral iron therapy:

1-GIT disturabances: nausea , abdominal cramps and diarrhea or constipation

2-black stool ( doctor should NOT confuse between this side effect & ulcerative colitis which cause blood in stool ( black color)
3-teeth staining

Parental iron therapy:

Rare use
iron dextan - 

iron sucrose- 
iron sodium gluconate (IM slow IV infusion)- 
iron sorbitol IM- 
Uses:

1. non compliance of oral iron therapy

2. severe malabsorption syndrome

3.GIT disorders: peptic ulcer or ulcerative colitis

4. marked blood loss

Adverse effects:

1-local pain & tissue staining at site of injection IM

2-headache , fever

3-hypersensivity reactions (urticaria up to anaphylactic reactions (hypotension, tachycardia, bronchospasm) IM,IV)

Uses of iron therapy:

1-iron deficiency anemia (usual way orally)

2-during treatment of pernicious anemia because iron deficiency may occur due to rapid blood formation.
Deficiency:

1-chronic blood loss

2-increased demand

3-inadequate dietary intake

4-inadequate absorption (gastrectomy)

Acute iron toxicity: one large dose
Causes:
accidental ingestion of iron tables by children

Symptoms:

1. severe gastritis , vomiting , bloody diarrhea , abdominal pain

2. circulatory collapse (shock)

3. metabolic acidosis , coma , death

Treatment:

Gastric lavage :1% Na HCO3(to form insoluble iron salts 
العادة نستخدم charcoal  لكنه غير فعال في حالة iron toxicity

Antidotes:

Deferoxamine: intragastrically & intramuscularly or intravenous infusion ( complex with ferric iron (excreted in urine

Chronic iron toxicity: (low dose for long period)
Causes:
 1. congenital (hemochromatosis) ((absorption of iron.
 2. repeated blood transfusion.
 3.chronic haemolytic anemia (thalassaemia).
Treatment :

Desferrioxamine: (not used usually)          

Intermittent phlebotomy: (تبرع بالدم )
Removal of iron by withdrawal of blood

Vitamin B12: MCQs
Called (extrinsic factor) that requires intrinsic factor for its absorption

Intrinsic factor:

-protein secreted by partial cells of the stomach

-it may be absent in patients having gastrectomies & pernicious anaemia .
- Vit B 12 can not synthesis endogenously ( should be administer

-full absorption of vitamin B12 requires intrinsic factor 
(gastric mucosa)+ receptors mediated transport system in ileum (distal part of small intestine)
Dialy requirement:

-2((g -3 (g (very small amount)
-should be supplied by dietary sources as eggs , dairy products & meat ( liver is the primary source)( strictly vegetarian people have (risk for megaloblastic anemia.
-it is stored mainly in the liver (3-5mg)

-all dietary & therapeutically forms must be converted to active form in the body .
Active forms:

-methyl cobalamin ( methyl-B12)

-deoxyadenosyl cobalamin (ado-B12)

Function of vitamin B12:

1. Conversion of methyl FH4 into formyl FH4.
2. isomerization of methylmalonyl CoA to succinyl-COA

biochemical  functions:

*DNA synthesis (cell growth & multiplication)
*normal myelin sheath

*erythropoisis

*normal metabolic function of the brain

Vitamin B12 deficiency: 

Causes: 1. lack of intrinsic factor

2. pathological conditions that intrerfere with its absorption in the ileum. E.g inflammatory bowel conditions

Results: 
pernicious anaemia characterized by:
1-megaloblastic anaemia (because there is no maturation of RBCs)
2-neuropathy
Uses of vitamin B12: 

1. pernicious anemia usually b/c no intrinsic factor( life long therapy (once/month) , IM) -- MCQ
2.neurological abnormalities

3. gasteroctomy

4.cyanide poisoning (b/c it form a complex with cyanide called cyanocobalamine )
Preparations:

1. cyanocobalamin.
2.hydroxocobalamin ; is more preferable , because it is more bound to plasma protein( increase t1/2
FOLIC ACID:

Folic acid biochemically is composed of 3 parts:

Pteridine + PABA (has similarities with sulfa drugs) + glutamic acid
Source: 
present as folates( methyltetrahydrofolates = inactive form) in green vegetables , liver , kidney & yeast 

Dialy requirement: 100 (g

Absorption & metabolism:

In intestine:

* folic acid is absorbed completely unchanged by active transport system

* dietary folates are taken more readily than folic acid.
In blood:

5-methyl tetrahydrofolate is the functionally inactive form of folate that is carried in blood & enter cells

In cells:

-Folic acid is reduced to dihydrofolate then tetrahydrofolate by dihydrofolate reductase enzyme.
-Vitamin B12 is required for activation of folic acid i.e. demethylation of folates
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N.B: tetrahydrofolate = formyl tetrahydrofolate = the active form of folic acid

Functions:

Tetrahydrofolate polyglutamate is a cofactor for :

1-synthesis of purines & pyrimidines

2-amino acid metabolism

Deficiency: 

Causes:
1. poor diet (alcoholics is common)

2.drugs (phenytoin , OC (oral contraceptives), phenobarbitone (hepnotic drug))
3. pregnancy (demand
4. premature infants (demand
5.hemolytic anemia

6. folate antagonists  ; 
*trimethoprim

*methotrexate
*dihydrofolate reductase inhibitors (sulfonamides)
Uses:
1. megablastic anemia ( folate deficiency )

2. prophylactically to protect against folate deficiency

3. during cytotoxic therapy (methotrexate)
Preparations: 
synthetic folic acid (tablets & parenteral)

Folinic acid : preparation of active form of folic acid

Contraindications:
pernicious anemia ( vit. B12 defeciency)

Folic acid can aggravates the neurological symptoms although blood picture may improve

Very important to defferntiate between Vit B12 deficiency & folic acid deficiency :
ALL of them produce megaloblastic anemia BUT Vit B 12 cause also neurologic manifestation So, u should be sure about what is the cause of anemia to treat it properly i.e u can not use folic acid to treat Vit B12 deficiency b/c this may increase neurologic disturbances

U can know the underlying cause by shelling test (blood test done by oral administration of radio labeling Vit B12 and measure the absorbed amount )  
ERYTHROPIOTIN (EPOTEIN):
-a glycoprotein hormone released mainly from the kidney (90%) the remainder in the liver and other tissues) in response to hypoxia.
-stimulate the proliferation and differentiation of erythrocyte precursors

-synthesis ( recombinant DNA technology) PCR
-route of administration: subcutaneously or IV

-plasma half life is 4h

-given 2-3 times weekly, the dose is adjusted according to the response

Uses: MCQ 
1. anemia due to renal failure

2. anemia in HIV infected patients

3. anemia in cancer patients (b/c anticancer drugs cause hemolysis)
Adverse effects:

1-dose-dependent blood pressure elevation.
2-influenza like syndrome

3-increased incidence of thrombosis (b/c (RBCs ( (vescosity ( (thrombosis)
4-convulsion

5-allergic reactions

تم بحمد الله
الرجوع للصور من مذكرة الفارما الترم الأول
