MALIGNANT  BLOOD DISEASES
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LEUKEMIA 
Loss of control of cell division → malignant bone marrow cells accumulate or proliferate, causing disorders affecting the blood and blood-forming tissues
Etiology is unknown but risk factors alter DNA, preventing cellular maturity
Leukemia
Genetic/Hereditary Factors
1. Down’s Syndrome
2. Twins and siblings
3. Familial tendency CML (Philadelphia chromosome)
Exposure
1. Radiation
2. Chemotherapy/Chemicals
3. Human T-cell leukemia virus type 1 (HTLV-1)
Leukemia is further classified by type of leukocyte involved & site of origin :
· lymphocytic – lymphatic system
· myelogenous – bone marrow 
Four major types
· acute lymphocytic (ALL)
· acute myelogenous (AML) 
· chronic myelogenous (CML)
· chronic lymphocytic (CLL)
Treatment Goal: destroy neo-plastic cells & maintain remission. 
Medical management varies for the 4 types
 Nursing Principles for 4 types are same  
ACUTE vs CHRONIC 
	Acute Leukemia
	Chronic Leukemia

	· progresses quickly 
· characterized by the proliferation of undifferentiated cells in the bone marrow
	· slower progression 
· uncontrolled expansion of mature cells 


ACUTE vs CHRONIC 
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ACUTE vs CHRONIC 
General talking:
	Acute leukemias
	Chronc leukemias

	· Acute leukemias can occur in all age groups
· ALL is more common in children and old age  
· AML is more common in adults
	· Chronic leukemias are usually  disease of adults
· CLL is extremely rare in children and unusual before the age of 40
· CML has a peak age of 30-50


Leukaemia classification 
1. The French-American-British (FAB) Classification. 
2. Europian group for immunonlogical characterization of leukaemia (EGIL). 
3. MIC Classification. 
4. WHO Classification. 
The French-American-British (FAB) classification. (AML)

	M0
	AML, minimally differentiated 
	M4
	Acute myelomonocytic leukemia            

    

	M1 
	AML, without maturation 
	M4eo 
	Acute myelomonocytic leukemia with eosinophilia 

	M2 
	 with granulocytic  maturation                   

 t(8;21) 
	M5a 
	Acute monoblastic leukemia, poorly differentiated ( <80 % are  monoblast) 

	M3 
	Acute promyelocytic leukemia, hypergranular. t(15;17) 
	M5b 
	Acute monoblastic leukemia, differentiated ( >80 % are  monoblast) 

	M3v 
	Acute pro.leuk, variant, microgranular 
	M6 
	Acute erythroblastc leukemia 

	
	
	M7 
	Acute megakaryoblastic leukemia 


The French-American-British (FAB) classification.  (ALL)
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ALL

L, blast cells small, uniform high nuclear to cytoplasmic
ratio

L, blast cells larger, heterogeneous, lower nuclear to
cytoplasmic ratio

L, vacuolated blasts, basophilic cytoplasm (usually B-ALL)*

*In WHO classification, L; cases with mature
immunophenotype and Burkitt's lymphoma
translocations are not classified as ALL (p. 367).

cases of AML or ALL into their different subtypes
(Tables 12.3 and 12.4).

In a minority of cases of acute leukaemia the
blast cells show features of both AML and ALL.

Incidence and pathoy”

ALL is the most co
children; its incidence
off by 10 years with
of 40 years. The com
which is most usual
incidence; there is a
ALL (T-ALL).

The pathogenesis
cases the first event
with a secondary e
infection in childhoo
p. 130. In other cases
a postnatal mutation
tor cell.





Chronic myeloid leukaemia
CML 
· Incidence:   About 20% of leukaemic cases. 
· Sex:             Male: Female ratio = 1.4 : 1 
· Age: 40 to 60 yrsold.However, it may occur in children andneonates, and in the very old 
Phases: 
1. Chronic phase 
2. Accelerated phase 
3. Acute phase (Blastic crisis phase) (Blastic transformation). 
Manifestation

	Acute leukaemia
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	CML

	1. Up to 50 % of cases are asymptomatic at diagnosis; BY routine FBC.

2. Symptoms related to hypermetabolism
(e.g.weight loss, lassitude, anorexia or night sweat).

3. Splenomegaly OR HEPATOMEGALLY

4. Lymphadenopathy

5. Features of anaemia may include pallor, dyspnea and tachycardia.

6. Bleeding tendency: epistaxis, because of abnormal PLT function.

7. Gout or renal impairment from excessive purine breakdown

8. Rare symptoms include: (due to Leukostasis and increased blood viscosity) eg., Visual disturbances & priapism.


Hodgkin’s and non-Hodgkin’s Lymphomas:

· abnormal lymph cell proliferation
· unknown etiologies: ? viral, immune-related ?
· starts at one site; spreads through lymphatic system
How do they differ?
1. Non-Hodgkin’s: spreads by skipping lymph node areas (no Reed-Sternberg cells); 
2. Hodgkin’s: spreads in “orderly” fashion, has characteristic Reed-Sternberg (giant) cells, found in 2 age groups (mid-20’s and 50+ years). 
Hodgkin’s Disease
1. Can start anywhere-most commonly in upper body: chest, neck, axilla 
2. Spreads in orderly fashion
3. Reed-Sternberg (giant) Cells
4. Associated with : Genetic Predisposition, Epstein-Barr Virus, Hx of Mononucleosis, Organ Transplant, Immunodeficiency Disease


Clinical manifestations
1. Painless swelling of >1 inch
2. Lasting > 6 weeks
3. Unrelated to infectious process
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Staging by symptoms :

A-asymptomatic

8- fever, chills, night sweats, weight loss
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