Approach o the Treatment of TP

Anemia is not a final diagnosis

IRON DEFICIENCY ANEMIA IS NOT A DIAGNOSIS
PER SAY.

ALWAYS PUT A LABELTO IT:

IDA DUE TO UPPER GI BLEEDING DUE TO
GASTRIC CANCER

Clinical copper deficiency can cause microcytic, normocytic, or
macrocytic anemia and neutropenia.

Copper deficiency also causes myelopathy and peripheral neuropathy.

Bone marrow evaluation can reveal myelodysplasia and megaloblastic
anemia.

Treatment with copper replacement promptly reverses hematologic
manifestations of the disease, although neurologic manifestation may
take longer.

Pathogenesis of ITP

* Increased platelet destruction mediated by
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Auto-antibodies that react with major membrane
glycoproteins can be identified in ~80% of patients

Antibody concentrations diminish with effective

+ Decreased production despite the increase in

= Folic acid is mainly absorbed in the jejunum and the body
stores around 5 mg of folate in the liver, which is enough for 3
to 4 months.

Folic acid deficiency may be related to decreased intake in the
case of alcohol use disorder or malnutrition (elderly patients,
institutionalized patients, poverty, special diets, etc.), increased
demand particularly in case of pregnancy, hemolysis,
hemodialysis, and malabsorption (tropical sprue, celiac disease,
jejunal resection, Crohn disease, etc.). In some cases,
medications like anticonvulsants and anticancer agents cause
megaloblastic anemia related to folate deficiency by affecting
folate metabolism.
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+ Allopurinol, Azathioprine, Capecitabine, Cladribinge <} o+
! ', Capecitabine, Claduibiy

b , Lamivudine, [

o D“a inducel " Cun be 'ui)\u-;h.t

Cuuse fag B2 Lt

ine,
mofetil, Trimethoprim, Zidovudine.
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these vitamins:

- Aminosalicylic acid, Antacids and proton pump
inhibitors, Penicillin antibiotics, Chloramphenicol
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Phenytoin, Tetracyclines, Valproic acid.
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— Petechiae
— Ecchymosis
— Hemorrhagic vesicles

+ Menorrhagia
« Gastrointestinal bleeding
« Intracranial bleeding

Six treatment principles of HIT
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CLL Treatment Options

L Clinical Presentation

Staging: Ann Arbor
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@ Intrathecal chemotherapy

Sites of bleeding in thrombocytopenia

+ Skin and mucous membranes

- Gingival bleeding and epistaxis
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ATRA Syndrome

Symptoms. Hematologic Findings

Physical indings.
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*+ Umonadenopatny and myeid sarcomas rre

Treatment

- Aim ofeatment i 10 reduce WEC, prevent
outand arget the molecular cavse of the
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* The treament has been revolutionized by

imatnib mesylae, atargeted weatment,
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Side effects

 The man side efects are lud retention,
auses, musce cramps, darthes, and skin

 Myelosuppressionisthe most common
hematoloicside effect

Resistance

Mechanisms inciude

CLINICAL PRESENTATION
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 Enhanced expression of multidrg exporter
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+ Altenative signaling pathways functionaly
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Etiology of NHL

Etiology of NHL
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Reasons to Treat in
‘Advanced Indolent Lymphomas

‘@Constitutionsi symptoms
‘@ Anstomic ostruction

‘@ Cormetic consdertions
@Painfulymph nodes
@Cytopenias

Bukitts tymphoma.

+ Treated with multdrug regimen
similar to pediatric
Teukemia/lymphoma regimens.
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Aepresine tymohomas
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- Burkite’s ymphoma and ymphoblastic
hmghoma

Treatment Options for Aggressive Lymphomas
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Prognostic Factors
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Treatment of Multile Myeloma

Standurd Chemothersoy

- Dexa and Thakdomde

- Dexs s BortezomivVelcade)/
Lensidomide

« Melghaian nd prednisone

with Bone marrow ansptant (suto)



