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Introduction and Overview of Hematological System Blood forming:
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Production of blood cells varies with age. wal B3l sl b3 #l] Calisy
In infants and young children, all bone marrow cavities are actively hematopoietic
(Red marrow).
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~ In childhood (end of adolescent), central bones (vertebrae, sternum, ribs, and
pelvis). The bone marrow becomes yellow from deposition of fat,
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— In conditions of increased demand for blood cells, the vellow marrow can revert to
red marrow and become another hematopoletic source.
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Cnmpnnenu of the Blood
pall Diligin

|. White blood cell (WBC) (leukocytes) count (4.5-11.5).
(4.5-11.5).(_jaad! &ls,00) (WBC) liadl a1 LM suc

a. Neutrophils (54% (o 62%) Primary defense in bacterial infection; capable of
phagocvtizing and killing bacteria. Increased numbers in bactenal infection.
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b. Eosinophils (1% to 3%) increased in allergic disorders, parasitic diseases, certain
neoplasms, and other diseases,
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c. Basophils (0.075%) contamn histamine, heparin, and serotonin; behieved to cause
increased blood flow to injured tissues while preventing excessive clotting.
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d. Lymphocytes (25% to 33%) involved in development of antibody and delayed
hypersensitivity.
Aol Lo -Gy 3alinadl phacr 1 palad B 2,15 (133 17 25) dyglasnll! Lbdrd!
c. Monocytes (3% (o 7% ) large phagocytic cells that are involved in carly stage of
inflammatory reaction.
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Granulocytes have a half-life of 6 to 8 hours in the blood and, after entering the tissues,
dic over a period of 4 1o 5 days. Agranulocytes live for an extended period because
they remain in inflamed tissue arcas longer than the granulocytes. Monocyte wanders
back and forth between the blood and tissues and is capable of becoming macrophages:
their half-life in the blood 15 8 to 10 hours, but their half-life in the tissue 1s 60 to 90
days.
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2. Platelets {thrombocytes) (150,000-400,000): The life span of platelets is estimated
at 8 to 10 days,
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. Plasma: Plasma is about 90% water and 10% solutes (water, albumin, electrolytes,
clotting factors).
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4. Red blood cell (RBC) {eryvthrocytes) count (4.5-5.5 million/mm3).
{3 o f Ceda 5.5-4.5) (e ozl gl Db ) (RBO) sl madl sl b 5ue
a. Carry hemoglobin which is attached to oxygen- provides O2 o the tissues.
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b. Life span 120 days. les 120 21 231 el
¢. Manufacture regulated by erythropoictin. -piisis 2,41 lgelils sl
d. Hemoglobin (Hgh) determination (11.5-15.5 g/dl).
(s F @ 1 1.5-15.5 ) (Hgh) cpealiaegl! dsasd
e. Hematocnit (Het) (35% to 45% ) Percent volume of packed RBCs in whole blood,
indirectly measures Hgb content, 1s approximately three times Hgb content.
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Differences between child and adult hematological systems
SLaig a3 ol ol el ey DM

Hgh (or Hhb} is a complex molecule composed of four globin chains. Fetal Hgh,
composed of two alpha (o) and two gamma (Y') chains, has a greater affinity for oxygen
and is best suited to the fetal environment. During the latter part of pregnancy, the fetus
begins developing adult Hgb (two o and two beta () chains). When a defect in Hgb
synthesis 1s present (e.g., sickle cell disease or thalassemia), fetal Hgb may be produced
into adulthood.
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Neoplasms are caused by one or any combination of three factors:
F dolas B3 o doame (ST gl dorlg et el Diod

I. External stimuli that cause genetic mutations. (Carcinogens are chemicals or
industrial processes that, when combined with genetic traits and in interaction with
one another, result in cancer).
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2, Immune system and gene abnormalities. (Children with acquired

immunodeficiency syndrome (ATDS) may also be at higher risk of certain types
of cancer, such as Hodgkin discase. non-Hodgkin lymphoma).
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3. Chromosomal abnormalities. (Children with Down syndrome have a much higher
incidence of leukemia than nonaffected children).
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A-Inherited disorders ii1,s Dbt dasyi
Thalasserma —sickle cell anemiy and hemophilla LWldeagly el pudl 3 — Lo 300
B-Acquired disorders ol Sl sy
Iron deficiency anemia — Megaloplastic anemia
) (S R0 el a8 — sl a2 L) el
C-Neoplasm (Malignancy) (2l @,511) pl,a¥!
Leukemia —plastic anemia sl pal! 3 — Lot sl
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Anemia: is a reduction in RBCs mass and/or hemoglobin concentration compared with
normal vilues for age,
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Causes of Anemia
o)l 86 Lluwl
1. Nutritional deficiency — iron, foliate, B12, 120 -peled (Z¥adll idsaadl — Ldddl i
2. Increased destruction of RBCs — sickle cell anermia.
- loeiall sl 35 — s | paoell 21 18 i B33
3. Impaired or decreased rate of production - plastic anemia.
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4. Excessive blood loss — hemophilia. Lldsc.g!! — b dall 2001 00z

Classification of anemia:
pl 86 8,is0)

l. Decreased Production of RBOUS: =/ eadl a0t Sl 21| olasuif
a. Iron Deficiency Anemia. wasd! ali = p Wl sl 3
h. A plastic Anemia.  Caudl sall 2
2. Increased Destruction of RBCs: el eah ot 215 snai 32
a. Hemolytic Anemia. Jy=s¥! puil 2
b. Sickle Cell Anermia. ol ot 2
¢. Thalassenmuia, e
3. Blood loss: a1 loss
a. Iron Deficiency Anemia. wasd! aii s pa 1 pall i
h. Hemorrhagic Anemia. a0 s
4. Morphologic (describe the size of RBCs): (=1 st padt D1 5 o Ciog) o alad g0l
a. Normocytes (normal cell size). { ol Al pomer ) ez s

k. Microcytes (smaller than normal cell size).
( otendal! Adsell 2 e sl )Microcyles
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¢. Macrocytes (larger than normal cell size).
el Bl om0 gu57T) g 3!
5. According to the amount of hemoglobin in the cell (describe the color and Hb
content of the cells):
HUMRl malignagll ety gl dog) BT D sl gagll 100 Wiy
a. Normochromic (sufficient or normal amount of hemoglobin per RBC),
(el ! gl SO T Crmrgle paagll o0 Bl ol 3907 4] hoog a0
b. Hypochromic (reduced amount of hemoglobin per RBC).
(2150l P S KD (omiglé g R las) ety F gt
c. Hyperchromic (increased amount of hemoglobin per RBC).
el 1 D17 D e g Bon” 3513) g1 23
6. According to shape (irregular shape): (el o2 I K2 s
a. Spherocytes (globular cells) (g S0 L3 La 01 L4
b. Drepanocytes (sickle shaped cells). (ddsesd! 31 Ll L3S,
¢. Numerous other irregular shaped cells. ot delaall wi (& S L3N - dpoad]
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|. Decrease RBCs production: sl saft Oty il | L&

a. Pallor. casd
b, Tachycardia. &l SBs pliasi! puis
¢. Fatigue (SOB and frequent resting). (SOB 3, el i1 015 ) !
d. Muscle weakness, S3a! Canz
e. Systolic heart murmur. sLasyr CLan i
2. Increased RBC destruction s el sl 018 e 325
a. Jaundice. 56, d. Splenomegaly. sl g
b. Tachycardia, 1)1 S6s pliasi! pos e. Hepatomegaly. o paua
c. Dark urine. 1.1 st f. Frontal bossing. Lol st
3. Increased RBC loss: =l pat il Sl 8 las 2l

a. Pallor, e c. Muscle weakness. ot s

b. Fatigue. ag= d. Cool skin. 55, &2
e. Tachycardia, o DBy plait pas
Decreased peripheral pulses. 3,1l Sladl | ol

s
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g. Low blood pressure (late sign of shock).
h. Impaired healing and loss of skin elasticity. asdf digy cyladdy ¢ Al Lixs

i. Abdominal pain, nausea, vomiting, anorexia.
gldl Gliby = Ay lislly ladl ey
J. Low-grade fever. ie 0l Aaiscs o

Assessment of Anemia

pdl 2o puds

Take health history: o 7,0l is
¢ Caretul diet history to identity any deficiencies.
ot gl 5T e BB 1A sl g
¢ Evidence of pica s Je W2
¢ eating clay, ice, paste. Galy Adaly dall 5
El Observe for manifestations of anemia: -1 5 alad 1.
¢ Muscle weakness ool s
¢ Easy fatigability: ! Yggu
& frequent resting, . 5, 5l 41,01
& shortness of breath, .l o
# poor sucking (infants) (as ) aell cau
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Hug considerations
L }AL” ] )Lu.s:]

1. Nutrition. i

2. Past history of chronic or recurrent infection. 3 ,.5a)! of el Satadl e b Fo .l
3. Eating habits. &3 Sitsle

4. Bowel habits. =laua¥1 Jlske.

5. Familial history of heredity discases as sickle cell ancmia, or thalassema.
U U N PSSPV [N - A N[ O g P




Iron Deficiency Anemia
wa=all padi ge amll] ‘:.IJIJ.&&-

Iron Deficiency Anemia: ancmia cansed by an inadequate supply or loss of iron is
mast prevalence nutritional disorder.

o 1] 1 lalo V] g 4ilaa8 gl agusll Silatanl LA sie 2 e Ul s ) G topasdl il e el pall g2
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Without iron fortified formula and cereals, 20 % of lower income, the children 6 to 24

months of age will become anemic.
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Causes L.l

. Inadeguate supply of iron. o= Sislosl Ll iz
. Deficiency dietary intake Jta fasaell adi
1. rapid growth rate. agpdf ged! o
2. excessive milk intake (delayed addition of solid foods).
(k! Realo ¥ Blir) 1) ol ol 8 L1 531
3. poor general cating habits. Gt bl ¥t Ol
4. exclusively breast-fed infants after 6 months of age.
ol (g0 58l 6 dss Byp ual Belioy gainy () 1
b. Inadequate iron stores at hirth 3.¥a)0 e coasd! &bk Ll pas
1. Low birth weight prematare multiple births.
8 el Badasall Dol a¥adl 3alall dlz 5al! lisdl
2. Severe ron deficiency in mother (Hb level below 9 g/di).
g/ m 9 o B pmelfanag! (Satn) p¥1 50 Syl ol
3. Fetal blood 1oss or before delivery. sa¥alt 13 ol poeelt pa 123,
2. Impaired absorption. _elaw¥! iz
a. Presence of iron inhibitors wosd! Ol 394
I. Phytates phosphates, or oxalates. SYlri el ( Oldwed! ik
2. Gastric alkalinity. sased! 4ol
b. Malabsorptive disorders_staw¥! cg. Dbk

1. Lactase intolerant. ;e L= pis 2. Inflammatory bowel disease. bt Slgdl 2




¢. Chronic diarrhea., s ey

3. Blood loss, =1 g
a, Acute or chronic hemorrhage. - ol sl Ca3
b. Parasitic infection. ilaa) ssaa
4. Excessive demands for iron required for growth. sl o300 csos! s & dedl _dld!
a. Prematurity. =l
b. Adolescence. iz

c. Pregnancy. e

a. Ferrous Sulfate for two months. e sae! jadsasd! Sl o8

b. Restoration takes three months. g1 83 e 31 3 i

Nursing Interventions:
taway oil| O

|. Educate parents about nutrition. A&l e LY _ads
2. Explain laboratory testing. ddese)! Sl Las¥1 7.
3. Teach parents proper administration of iron preparations, caution about high
toxicity of iron. sl oy W Geew pe ydondly o dgasd | Ol i) Aogad! 3,331 £ LT palas
4. Vitamin C increases absorption. _elaza¥! e sy o cwelid
5. Milk and tea with meals reduces absorption.
ool g Jlis pledall Silorg o (5lidlg alel]




.. Sickle Cell Anemia
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Sickle cell disease (SCD) 1s a hereditary hemoglobinopathy characterized by the partial
or complete replacement of normal hemoglobin with abnormal hemoglobin § (Hgb §)
in red blood cells.

A gt gt Skl e ST Jhell Gealigeadl! JMe!l ga (SCD) emall il @ 2w
et gl b3 3 5 (HED S) | andal! 3é wgliaonlly crndal] (wald songl
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Sickle cell disease 15 an autosomal recessive disorder. If both parents have the trait,
with each pregnancy the risk of having a child with the disease is 25%.

Sl s Gl s Rel sk (gl U S S 15 uis (S e D jlal g loniall pll b o
125 8 o> IF oo o pells il i

e

Clinical manifestation of sickle cell anemia
gl_::'t.iﬂJl F.LJ|J,.§.&J &_g;_jfu.t”fml_l:fhn”

A. General ek
I. Possible growth retardation. feiswed! el S0
2. Chronic anemia (Hgb 6 to 9 g/dl). (Hgb 6 flass / o2 9 21 jedl sl a8
3. Possible delayed sexual maturation. st madl &0 e




4. Marked susceptibility to sepsis. obid igsl 346
B. Vaso-occlusive (crisis)(ie;i) sy slad!
I. Pain in arca of involvement. &5 Lol i 3
2. Manifestations related to 1schemia of involved arcas:
Saand! abUadl Gyg il Lillind! yalaod]
a. Extremities (painful swelling of hands and feet (sickle cell dactylits, or hand-
toot syndrome), paintul joints).
Joiadl  (pily alf dedbs g ¢ Jacioll Bl Qladl) oty il 6 e y99) SILYI
(Aadgad!
b. Abdomen (severe pain resembling acute surgical condition).
A(Baloedt duae | el Aloel! dudy St o) ol
¢. Cerebrum (stroke, visual disturbances). (i padl Db las¥l .« Adload! LLAI) Fal!
d. Chest (symptoms resembling pneumonia, protracted episodes of pulmonary
disease). (Sa3 ! ool cwo Ao Soligd 4 (Sad I Olg¥T 425 | 212 jiall
¢. Liver (obstructive jaundice, hepatic coma). (G40 Laaidl  Salaud¥ 6 1) o
f. Kidney (hematuria). (daes ds) A
C. Sequestration crisis s i i
1. Pooling of large amounts of blood 1. sa! w8 sl Solued” mossi
2. Hepatomegaly. o501 peiai
3. Splenomegaly. Jlodall g
4. Circulatory collapse. dge! 3,501 gl

Effects of chronic vaso-occlusive phenomena
d._m/nJl 5439?51 S1ETIS] r-:blgb ';UT

|. Heart (Cardiomegaly, systolic mummer). | ol&i bl o i)l gsuaf) il

b=

Lungs (altered pulmonary function, susceptibility of infection, pulmonary

msufficiency). (1S3 1 janll o  Sgohalt Aol ¢ 1 Liillg puidS) i |

Lad

Kidnevs (inability to concentrate urine, progressive renal fallure, enuresis).
(51a 1T Ja | 2w yoll (Sl (2l ol 18 e §yadll pas) AT
4. Liver (Hepatomegaly, cirrhosis, intrahepatic cholestasis).
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5. Spleen (Splenomegaly, susceptibility to infection, functional reduction in splenic

activity progressing to autosplenectomy).
Jlndal! Jlaiau! I jalaiy Jlondall Blid 3 g 2liil s sgaall Tl Jlnla] paniad) | flontal!
[

6. Eyes (intraocular abnormalities with visual disturbances, sometime progressive
retinal detachment and blindness).

fzmally mm ! AL Ll by o sy DL lais! e ool fS 1 Dlogli] gl

7. Extremities (a vascular necrosis of hip/ shoulder, skeletal deformities, especially
lordosis and kephosis, chronic leg ulcers, susceptibility to ostromyelitis).

(il (5 dganll gl 3o o cnlinll el Ooling (a2 ol B Bge| Aucg¥1 4 ) I o
(ool plaall iladdl Llodl A LIS (s ol L o o 5 joalla
8. Central nervous system (hemiparesis, seizures).

(g5 ¢ ghds JU3) 53001 gt g

Management and Nursing Care
dpay aill ale Jig 3)15¥]

A -Prevent sickling by: b o2 osdl g
1. Promote tissve oxygenation and prevent tissue hypoxia through:
P e AoV B A T ) g AoV Aot 38
a. Avoid strenuous physical activity, U Jodt bl s
b. Emotional stress. ikt sl
¢. Avoid Environments with low oxygen content,
et W e adsilal] | St St St o
2. Promote proper hydration by: &% -2 bl oo 2 33
a. Recognize signs of dehydration and Provide access to fluids.
Jlgdt I Jsogl! dgsy Slisdl Sladee e b il
b. Avoid excess exposure (o the sun. el Ll¥ 2l ol _iod
3. Prevent infection by: &l -2 sso! s
a. Keep child properly immunized as recommended by the health care provider.
Al Yle 1 pic 1B 1 4y poall gl e quime (S il (e e 1>
b. Early detection of signs and symptoms of infection.
aSadall olels DileMe e ool L2
c. Frequent measured of vital signs. &gl Sl , 50 wld
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d. Promote supportive therapies during crises. Sl < W dastall Sl 31
4. Control pain by: &b = o3 e § el

a. Administer analgesic and Comfortable position. g Ciigeg e 31!

b. Apply warmth to painful areaielae! i) e sdnll xi
5. Promote rest by keep child at bed rest. 21,20 g lalalt elis) Sode roz Al 30
6. Replace blood and observe for signs of transfusion reactions,
o el L DNl Dolede L3ty pd! il
7. Prevent psychological problem. f.a)r acia au
8. Promote long term care and genetic counseling
a1 901 &l ly ¥ Aligde Bula J1 1oa

Refers to group of bleeding disorders resulting from congenital deficiency of one of

the factors necessary for coagulation of the blood. Most common forms of disorders

are factors VI classic or type A hemophilia, Other tyvpes are IX Christmas or type B,

It is more common in males than female.
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Modes of transmission
&8 g.mj'l Jlasil 4 /b

Hemophilia refers to a group of hereditary bleeding disorders that result from a
deficiency in specific clotting factors,
 Badoue 255 falgs B sali pe 3 1 A1 sal1 5 Dbt laiet e Aegpeen | Jf Lldpangll ks
1. Hemophilia A, or classic hemophilia, is caused by a deficiency of factor VIII in
the blood and occurs in 1 1 5000 male births.
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2. Hemophilia B, also known as Christmas disease, is caused by a deficiency of
factor IX and occurs in 1 in 25,000- 30,000 male births.

Bl 2 odong el Ll 2 el i 2l adeadl ds | 20t s Lia | B ol ¢ o byl
- #5 Ea¥a KD = 250K

Hemophilia A accounts for 85% of persons with hemophilia, and 10% to 15% have
hemophilia B.

vt bbdnnagll asbas 115 10110 g Lldgongll splasd! _olad¥ 0 (85 T Lldgougd! fo

Etiology and Pathophysiology
awo o)l lizglgraally Oluuall

Hemophilias A and B are X-linked recessive disorders, which manifest almost
exclusively as affected males and carrier females.

tlas jar A L F (S pam 100 g5 g0 X painen I Alad e Amlie Dbl Jail 2 B g A LLiganyl
ikl Sl
Genes for clotting factors VIII and IX are located near the terminal long arm of the X
chromosome.
X pageg U A8 Il gkl #1300 cpe 0 Ak iy (paldl 2l Lilae Dlos gl
A daughter will inherit the gene from her father with hemophilia and may transmit it
to her sons.
gl 1 4125 35 Lldgaglly Clandl s oon ol Y15
Some children affected by hemophilia do not have a family member with a history of
a clotting disorder. In these cases, the disorder is caused by a new mutation.

sVl g . pisell ol gladsl e ey sl B ¥l 311 o gl g Lldaangll Cpulaad! JEBY jae
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The degree of bleeding 1s related to the amount of clotting factor and the severity of
the injury.
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Hemophilia A | lmlmg,m.alf

1. Severe 1% spontaneous bleeding without trauma. e oo 1 sb- Eaas iy
2. Moderate 1% - 5% bleeding with trauma. leoall ge iy £5 =21 Jose
3. Mild 5% - 50% bleeding with severe trauma or surgery.

.blfﬂT&Jﬁl.ﬁlﬁM{.ﬁ £50 = X5 e

Clinical Manifestations
a1 wll olbosll

1. Prolonged bleeding. fadand! Ly 3!
2. Epistaxia, bleeding from nose. La¥1 e i3l wdile J1
3.GIT and spinal cord bleeding ., Petechia itiasi 5320 Lanlly cacaglt jlaml i35

4. Hemoarthrosis: joint blecding ‘_I.du.n.'l a3t feldedl £1y

Medical management
aubll )%l

1. Replacement of the missing clotting factor. ssiie! 222l el 1ol

2. Corticosteroids are given for hematoma. sseadl piall b 2a Silogs wadl elias! oo

Nursing care: :auoy oill &;La)!

1. Prevent bleeding il me

2. Recognize and control bleeding (RICE) ade & dadla cas il e o2l
- Rest g1 - Compression e
- lee il - Elevanon g,

3. Prevent crippling effects of bleeding & pll Basal! (Y1 2l

4. Client education _Juea! 435

5. NO rectal 1emperaturgs paseell 81 Sl s ¥

r o LN

4



Responsibility of nurses toward Hemarthosis
-._ﬂf;J] al=i ﬂLréfm:J'l adgduuo

. Limited motion. &ssdee 4=
. Elevate the joint and immobilized 45 1Ss  Laiel! a8,
. Allow the child to control the degree of exercise according to the degree of
discomibort Eh}?'b;:w;uﬁfi;rjagﬁﬁﬁﬁlhdﬁwfwi
. Physical therapy to promote maximum function of joint an unaffected body part
el (20 i i 2o ferial) didsy bl jojad) el 301
. Give analgesic to control pain according Dr. jaarol) Gy o1 e Bl - yCs sllaz]
. In chronic cases may be need orthopedic interventions such as casting,
application of traction or aspiration of blood

podl baad gf ol Gadad gl ectl! oo pliaed! S3ud 1 i 8 el YL
. Avold excessive handling or weilght —beaning for 48 hr,

Al 48 Basd el fesed ol felad! B L1 5V o
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Thalassemia is the most common inherited blood disorder characterized by deficiencies
in the rate of production of specific globin chains in hemoglobin, The thalassemias are
classified according to the hemoglobin chain atfected and by the amount of the globin
chain that 15 synthesized.

& Baimn sl bl gl Jom B ks iy U1 gl Y1 Sl pll ol el g Lewedtd!
o gl oty A el Al B8y B il | gl gl Al (859 Lot M el o83 .yt alm g
B-thalassemia is the most common of the thalassemia and occurs in four forms: two
heterozygous forms, thalassemia minor, generally an asymptomatic silent carrier state,
and thalassemia trait, which produces mild Microcytic ancoma; thalassemia intermedia,
which 15 manifested as Splenomegaly und moderate anemia to severe anemia. There is
a4 homozygous form, thalassemia major (also known as Cooley anemia) which results

In a severe anenua that is not compatible with life without transtusion support.
50 18 )l Lot BN ¢ pmilmin b MICS 2 IUCET Ty, 8 Sy Lt M1 gt leged 21 38 B Loyt
W) L ii! (5 gl ol 8 s 1 s LY By 1 ol g il Wl Ul e
(PO, T TP P PP Lo O I ([ [ | B A (e [T = ST 5 T g
55 3 93 Bl o 813 Y (S el putll 30 (S50 S ((JaY pudll i el Lig] g sead) (5 01
gl

Clinical manifestation of Thalassemia
leasw ¥il) ay 3 j_u_L] I /o hal

Anemia before diagnosis sl L3 sadl i
1. Pallor. we=s
2. Unexplained fever. 5, p& oo
3. Poor feeding. L& sau
4. Enlarged spleen/ liver. a0V / o poeiai
3. With progressive ancmia s | sl G a
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Thalassemla Diagnosis
Lo M| jousedn

¢ Checking a sample of ammotic fluid (which surrounds the baby in the womb) or
cells from the placenta

Lowial| 130 3 gl (1 B il Jaoms (5U1) Skt BL o0 e gacnd
¢ Clinical feature &l _ailazl
< Complete blood count (CBC) L1 gl s1as

< Another test may be performed called hemoglobin electrophoresis.
gl gaall Sl bl gom 31 i 1] i 8

Thera peutlt Management
au>N=all 3)L ¥l

The advantages of this therapy inclode: _L L z30 138 Gl lels
|. Improved physical and psychologic well-being because of the ahility io
participate in normal activities.
T PH1 e 150 I g SN [ TS - [ BPT -od | PO WL | TN RO

[t

. Decreased cardiomegaly and hepatosplenomegaly.
Jtonlally S iy A s jolisi
3. Fewer bone changes. plaw! 24 181 Sl
4. Normal or near-normal growth sand development until puberty.
Bl e = heds g rnlo jala g

=]

. Fewer infections. Sble w5l sus

I - I.I. I.I. I.I.-I"I I I

Management of thalassemia

Lo Ml &)0s]

I. Blood Transfusions. saf &5 Oldes
Surgery splenctomy. Lslye k!l Jlaiu!

Bone Marrow Transplants. plad! sl 2/,;

il

Other Treatments. 541 Ols3e

5. Antibiotic and vaccine to help prevent infections.

Sl o LB A o laad! Dl>lallly gl Dol slasd!
6. Folic acid 15 a B vitamin that helps build red blood cells.
#hpaadl gl L by o valag ST O palid g2 Sodgdll | e

r o LN
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Complications of Thalassemia
Lo ¥ Olacbaa

1. Growth failure and pubertal delay. gold! osUa acdl |28

3
aar

Skin change and skeletal abnormalities. | jelal JCalf Silngiiy aloel! i
Hepatosplenomgaly and Heart Failure, (@t 28y lodalty 24500

e

Endocrines abnormalities such as (insulin disorder, hypothyroidism).
Al 30 saad s cpdand ¥ llail) L s loall saEl] Silmald
5. Psychological problems to child and his family such as (daily activity, school
problem).
(e yehad | USRI cogall DL Jho &5yl  Jakall demidl! | JrLindt

The objectives of nursing care are
. ﬂ.umfa.ﬂl EquJl ol

. Promaote compliance with transfusion and chelation therapy.
ot Mol gty et JE [T i
. Assist the child in coping with the anxiety-provoking treatments and the effects of

the illness. Pl e Bl & el | Dol el e elad! 3 Ll Buslas
. Foster the child’s and family’s adjustment to a chronie illness.
LR P Byl Il AT 5

. Observe for complications of multple blood transfusions.
Savaied! podl 5 Dildes Dlazliae Ldl

Nursing care
aa) JDJJ| ale J,H

Prevent complication. Slaslaed! s
Psychological support. il weu!
Nutritional therapy care. Jilaal g3 dils,
Genetic counscling. 431,41 & Ly

Using chelation therapy. oMsauyl pMal plasaul

@ QO 9 0O O O

Care of blood transfusion. sadf & Ll
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Leukemia g
[ elllb f}

=

Leukemia is a broad term given to a group of malignant diseases of the bone marrow
and lymphatic system.

Sglaall! jlgouly plianl! S5 b a1 (pn Begacmn e Sl sl gellacao 32 Lot g1
In children, two f orms are generally recognized: acute lymphoblastic leukemia (ALL)
and acute myelogenous leukemia (AML), Tt occurs more frequently in boys than in
zirls. ALL is the most common form of childhood cancer.

Sglanll jlanlly pllanlt £l B Bl o10¥1 (e Aegams e Slb ol gellace 3 Lo 3!

o2 Pl lb ) @M daunss )] uslg)]

I. Anemia from decreased erythrocytes. slesdl sadl Qb 5 slis! -0 s i
2. Infection from neutropenia. SYasl el - gl gaual!

3. Bleeding from decreased platelet production. Lssadl giliall pLl slisd! o a3l i w1

Causes of Ieukma
PJJf ::}U‘J}_l..l.} ut_.w.}i

|. Radiation. gt

2. Genetic, a1,

3. Certain kinds of chemicals, 35001 31aadl 0 Lma 2l

4. The leukemia increase with identical twins. el pila! me @l Glo 313 2

5. The leukemia associated with disorders of the immune mechanisms of the body.
el 8 Bl | ST ol phadoly ol ol s
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Fever. el

Pallor, wgeed

Overt signs of bleeding. el Sleda
Lethargy or malaise. Geall jgaidl gl ozt
ANOrexia. dgdl! Hlaz

Large joint or bone pain. 3,501 slad! i _jolasd! o¥1
Petechiae, frank bleeding. pu,e Jij o Solied

Lol S+ B SR S+ S+ T+

Enlarged liver or spleen, changes in lymph nodes.
gglae )l sadll 8 S pally | Jlaall gl I e
¢ Neurologic changes. aanl Ol

mia — Diagnosis

ouuiar)] - Lobgl]

¢ History & physical Latelg & Lt
< Ancmia, thrombocytopenia, and neutropenio. SYaall U Slowiall | adia sl 2

¢ Bone Murrow aspiration is the definitive test. Slgl! ;L3 ga plall gl lads

Physical Examination

k_.fr.uﬂ go=all

. GGeneral- Orientation, general state of health,

kel el Al ¢ plall gl

. Skin- Pelechiac or cechymosis, lesions or sores, presence of blood from gum or

nose, color of skin

bt gt o LAY o] BN rao m dammg o Dol ol ol AT Salea” o Doliiad — ol

. Lungs- Evidence of infection, dyspnea, Tachypnea.

el & o i B2 59 gl s —

. Abdomen- Hepato-splenomegaly, mass, decreased bowel sounds.

el Difgsl _plase ¢ AL ¢ | Jloslalfa A1 piad — -yl
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5. Neurologic- Altered consciousness, altered sensation, abnormal reflexes, abnormal
cerebellar functions, unstable gait, and cranial nerve deficits.

2 Lodally  Raddll p puseall Ciilgg « Aemalall pd | Jaill 32358 ¢ plan ¥ pify o 23l i — ncaal!
ol Uikac ¥ s o 8 Sl

6. Lymphatic- Enlarged lymph nodes. Lalialll Lataedl sai

)
T

Leukemia - Priority Nursing Diagnosis

a9)o¥l g3 6y eill yousdhii)! - Laxbolll

1. Risk for infection. saaall Jas
2. Risk for injury. Lie¥! jfs

3. Activity intolerance. b s pas

4. Anxicly. ol

5. Risk for ineffective family coping. Jl pé (&1 p8001 fgas
6. Pain. i

Treatment ablse.,ll

n

A.Chemotherapy. e g3l
l. Induction phase Almost immediately after confirmation of the diagnosis,
induction therapy is begun and lasts for 4 1o 5 weeks.
bl 5 I Bl iy il Ml T el o U i 500k S Al
2, Consohdation therapy is used to further decrease the number of leukemic cells
in the child’s body, The intensification phase consists of pulses of these agents
given perindically during the first 6 months of treatment.

Crt AR g 95T o T IS A | 5 a1 DS 3 B i (530l 0

W can e el gt NS olazle | A daad | folaall sl cpe Aaed Jile g




. Maintenance therapy, weekly or monthly complete blood counts are taken to
evaluate the marrow’'s response to the drugs.

Arga B Sl Rlna! medd (5580 gl maan ¥ Ll m ! Sloa s Bkl ¥ 33T o

4. Central Nervous System Prophylactic Therapy: continue treatment for 2 to 3
years.
Slgios 3 12 Bl 3l 5 sl 15 31 ol laonll Sl el
5. Reinduction Afier Relapse bt as Zad! Sale!

B.Bone marrow transplants. sl gl 42,3

[ =

| ]

L

Leukemia — Nursing Management
o1,80)1 8)13] - Luaud gl

L

. Prepare child/family for diagnostic tests and procedure.
et Sils |y e Y Lo § 1Al 3 lct

. Reliove pain. ¥ _iass
. Provide emotional support to child and family. &,2¥15 Jatall sblaf pedll gpais
. Prevent complications of myelosuppression. sl i s Siliclae e g

d. Infection. ssae

h. Private room. lels 4.2

¢. Strict hand washing. sl widdl

d. Restriction of visitors. ,la ! s

¢. Adequate nutrition. AHu01 dde

. Masks, Skl

2. Hemorrhage. <3

h. Platelet infusions. Leca! miial! fus

. Avold skin puncture. aladl _&f o

J. Mouth care. ha' 2L

No rectal temperatures piias! diyle s byl 20l i3 wld pac

7. Avoid activitics that could cause injury. Gled! cad o Ko S Bali¥l i

disease .side effect of chemotherapy and signs and symptoms of infection.

General and frequent nursing assessment for detecting complications of this




Sledeg lanal ZHal Rl HV1g el 1 Dlislian e AR 5 ety plal! s el el

..,55-1-.”_1;31_‘.:?!.
9. When blood transfusion using the nurse explain the purposes and procedure to
make child feel better.

o gl el Sle LY lg ol 2V p2) L A ped! pladial pall B aie
10.When child has anemia the nurse keep him at rest period and balanced meals
and give child adequate of protein, CHO and flmid mn order to prevent
malnutrnition and anemma.
Aot JAlall sllasly Bjlgin Dlargg ATy 58 S Gl A peal! pa (el jik blas Jlal a5 s
ol iy Byoaidl e g s ! o Bilgdly CHO g g ! (00 3815
| 1. Antiemetic schedule need to be minimize or prevent the nausea and vommting.
o gl LT sl ol LS e o e 5 A sliae Jgas
12.0bserve carefully for hemorrhage such as petechia and ecchymosis in the skin.
cloel! 8 DolenSly Solia | B s 30 Al L1,
13.0bserve  general hygiene such as oral hygiene and skin hygiene for any
mtlammation.
lgil! 5V alendl Adllaig il BBl | B Al AUADT AT,
14.Pain management. %13,
15.Recording of vital signs and body weight, pesd! 2jas sl Oledall oo
16.Provide education for child’s family about diagnosis, prognosis and treatment
of leukemia.
A2y dagiidy ol Ol g el o JAla AW maladd! led

17.Provide continued emotional support for child and his family.

acliley falall orall | _Elotell no il il




