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Abstract

This study was to determine the prevalence rates of hereditary anemia among
patients attending the pediatrics department of the Al-Shaheed Emhammed Al-Magrif
Central Teaching Hospital / Ajdabiya, from July to October 2019.
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Thirty eight patients were interviewed and forms were developed to record their relevant
data such as disease type, age, gender, blood group, relative-relationship between the
parents, and the medical history of the family for the disease and other chronical diseases.

The results showed that the sickle cell anemia was the most prevalent one of all hereditary
anemias, among the patients, 42.1%.G6PD, Hemophilia, and Osteopetrosis were
respectively18.4%, 13.2%, 10.5%. While the lowest prevalence was Thalassemia, Von
Will brand and Hereditary Spherocytosis with 5.3% each.To sum up, the sickle cell anemia
was the most prevalent among the patients.

darial)

Cus hlal WS ey aall Cuna A diajal) Gaba¥) shadl g aclyls Sl adl) i e
Al JUkl e %35 of 2 2005 51997 (ale DA Gadlall daiall daliie clilias) o)laf
JUbY) @by ga % 25 cuud pabey) o2 oly iy o b Gabel Gnlas sy sl
Al (sgise e Gyt Gaed e S8 jamy JlY) by e %23 s WS Al G (950
Jib Osle Ciuai (0 ST o 2008 ale Pla clibaay) @il LS (2005 « 3l
Baad Jse 2 Cus ¢(Who, 2008) laass sl custases <l Goalsy ol Jsa
(.,:J (= lucose-6 Phosphate dehydrogenase— D6PD ciliusdll oudaw jsSsls
Gl Cuear lesad Sl aall PDlaty Lusally Cniglasagl) cuea Al A ()
X asusas S o sasase Bk o @l Sy e say calladl Joa (el Osale 400 s>
casusag S Alshll £)All e XQ28 28 af) Lanydll b ai¥) g palddl ol sl Cus
& a1 el s (2018 dran () SUY) o 40 ALad dape ST oA e
G b (alisd) Loe dliadll laacga J8 juilly Jaill Lmje ST chyandl all LS s
lials o Jouanll jgunll Cilowsh sl Allall 028 8 LS aobiies ¥ Cus sl sasgl
Oe Aalall Cpplanil (g)g puall (silislall JIal Lgra () daled) 138 Gle Lase NADPH (40
basdlil) Jawgiall adl an @ LI ((Jain, 1980) saaSiall dalsall 5 alsdd
anl 0pes 8 iy adiall &Nl al a8 aliel gaene e J3T UG 5e8 Thalassemia
b ot Luwe Hb A ol Cglagan (e L3S oall) b W A2B2 (i) il
Thalassaemia International ) aal & by couslagaglh eheall WIAD 2l

(e Aolad) bl b iy WS doatia dnaws 2ea (gl &) ¢(Federation, 2008

82



(2021) saises (7) ) Ll o ple) ALsa

Clysall e gl Lila) (o paiy ar—thalassemia Wl Ladld 1 b Wl Gy cuslal) bl
O Oliyge AVl NV e QU (16 &) asusas S o () W Abududl Adaliall day)Y)
Ouslased (sS Aadl 3ad ) i el Gl Ll a)Y) cledl JS dla) W Y]
loe sV daa o Wl 5 Guglasen Lila gaill g0 dudle a)) (e (s<aall Bart
Lasad L) Wl ¢(2018 cdann () 530N dax Layes ol 52Ysll 8 £aY) Cage ) (505
(B) Gy el S5 e ilghudl Gif)sall saa] (8 A (e aaué Befa Thalassemia
aaly Fjge il o (Saall (o Cun 11 asusag S o Bagagall LagalS 5l Ciglagasgl]
dSlie (e ladll g Sl Y doatie duiage Al a5 (rall Lol Ciyes Lo 525
A puial Gansall de i) pe Gafiygal) S QAN Cumy Aassgiall Lacdil) & L) cdinia
Laredall Gy Lo iy Jodlas 2 1) ol pe ity gal) bl Ll ¢ Jaiall Cpaslasasgll (1 lle
b Sl Al LBl Ll ) JSEll 49 B-thalassemia major )sll Ly
LS (2004 a50n) gl 4 =3 JS duyen Bygemn a3 Ji ) 2 ba0 500l el (e (il
Al @ (bl pseas (e AT NSi Sickle Cell Anemia ddaial sl s
iy Lae cdalaie WA ) ehead) adll WA Joad () 605 A 8)h L et (DY)
) bage paiall Lafiye e aiie gun Aanly el Com 0masY) des 8 Ll e
Aade (e 6 o) Q) & clabiglall ) Gaeall Jae gallh Jual] (aaal) Sl
cabel 5edan (2007 coyals elall 2011 ¢gralall) bl oigial 4oKal) £l (aleaall
e Bball sy A l)ly cpell dlleyy loally dagll Cagads ppw ale et Hgua (b (sl

Alag 4 yed ddeas pall J&5 Gl (A wadl) aall 2

e amenl) dawial sgd (L Ciyey o Sl Hemophilia ;e\ gl Lldsagll Gaye W
s G sy ¢ Sb (< o dpalal) LY el dibine oS 8 Cangi Cagaal el
fd Abaall Janll dalse 7l e Al Gbhsall el dxis Baha (o @3l Quindl Jadise
Ocampbel and ) (uiall saaall X agugeg)S e Agane 0985 Al caulilly ¢ alil) Jalall
Ciygrg 4l Alela G s Cum ¢ el LD dinye ST oA aay ((Reece, 2002

DALl auall ehial o S oyl Cigan B acalel Jiam cdpatie &by ddaS ()l

83



(2021) saises (7) ) Ll o ple) ALsa

2y ayey Ol @i o sl Jie speall lleally bl Sllay) sha gl kbl
e SRl Gl Lae o) s AT Wiy Liaye Von willbrand Disease il g
Ja N was wtosomal dominant inheritance syl dws dpiva & Gayll & &l
@hs dia (G pasall Huas GaSy calladl lSw daae G0 Dl g2 lgesad duss @iy oLl
dalall Mga 58 Von Willbrand Factor (VWF) xihly g dale con 3 gl (&
e Jasially Cathal) (SR 3 CV s e galadl 4 Jilay G VIIE R.AG el
(Byainaal) 22l) Ji illanl anylaiay Laa Loyt s dujeall 550l DIS als Cajally Zudaladl) Zuie )
s n pal e @llly Hereditery Spherocytosis sl adl eSS 158 (ay Ll
& ) patl) 138 aay G celeall SLSI elial Gui)l oSl Spectrin o iSel)
lale agall 52U (5350 (53 ehpand) L)< (e b Ll s dnial b oSas ) i)
e el b cuady U ATP Clivsdll 5 st dlatiad @lld dlianse (585 Cuny
Slee¥l Bl ay 5B Bygea b aalel jeliy s3ile dbaS (ajal) g celyenl)
@b 8y Jaball aas 4 5aby Lsanas (8 ) d8la) ¢gslll u ) Alsilall (e ddbadl)
AL a9 (2004 coadll) dghiall il gl Blial) 8 pan (5 diajall Y
aly (Albers—Schonberg disease ¢ yisi— 5, Lax) Osteopetrosis i)sl) akal)
Gyl Gy tabiall AHES 5oLy (B dnetiall 30 A8l SN Gl (e desena
e (plSE Gaapall 3L G Wbl Jsa (ads 500.000 L) 100,000 US (e 1 pais
ool atidl JCal) W cpabel) JlE sy ¢oaalld) (o3l panad) Sl JSEN —
ahall Al Cpn pagy Algahl) 58 8 ) delia)) dlaje ol Cuee (S8 (JUbY1 )
oot e AKE paan Gty ((P211) 21 Layddl uadl) ghill e 1 asgas Sl e
el 8 Jas LS coae 8ab) ae 0STEOCIASTS dadlgll slDA Aanlsy oadiall (Sl il
Lage oaidyl abaall Gty alaall 5,588 claw ) QA 138 (535 S oanlall JSAL Uit
(Van Hul et ) adll gl seis 20 iy Ligaian sheall aall Gl K 8 v )
G s Ll 5Ly (palieY) o2 Byshal g «(al., 1997; Neville et al., 2002)
353y panily Aubpall dilaie (e Aol odgl Aaliall ileadd) A&l Bl 65,81 A35Y) 8 L

L) ot sl Aadyall oda cujal 38 clganlging Lolaal dbae 8 (ageadll dale il

84



(2021) saises (7) ) Ll o ple) ALsa

Cijial) deadl gl ey JULY) ad e gaasidly dlg galaad) JlbY) (e die (s
ulaal [ aarl

Jandl (3 kg Ayl ddlaia

Ayl ddhaia

S aBgall daay Ldaad Aol Jedy (3 Caujiall denal 2gdll ddfiad (6))3Y) ol cled
J<al Bya (200 13" 26") Job las ey Ylad (307 45" 33") dcajall 500l Ludaad diadl

oy ing Byd b ) Lgis 560 (e laliall Lad il (ylaY) dsaill Jads LS (1)

e Cagy

18.00 19.0 20.00 21.00 22.00 23.00 24.00

laal [ et (G3al) Chuiall denal Lgdll hddual gl Jeiil g :(1) JS&

Clial) e

denal gl adie JULY) acdl Aol aall (bl sale e saasiall cV A dailie cus
Blaind dlae) &9 22019 g€l sed M sde sed e 55l Pla iy dllaal [ Cauial
Aglaly Alell ompal) Gl capelily (oamyall ol Abiad ¢ uinll ¢ paad) a3 clindl cilily
(SPSS 19.01) (Slasyl mebind) Jlaxivd &5 cdare (sa Ainje (bl agilly siasal
asly Lbasll Clelany) Jlaay) diail) Jod Cum a0 ddas 32010 Lz

Ll

85



(2021) saises (7) ) Ll o ple) ALsa

)

Babie Ao cpoajially ¢ Ahsll aall e cubadd) ccajll (e Alls 38 23e duhall sda Cipas
lie Ll [ el (©5al Cajaall danal ugdl) adiven JULY) anadl dasil) pal) (pialal
sl a o ) cpelal Gaa (Riw 15 — i) On adjleel cangly (BU) 125 1,583 26)
Tase s WS ¢yl (gal Aol adl) b aliel poane o L) s ST JSE Jaial)
Ul 23gy GLYI e Blea) SSYI 11S oA o il < pelals o(2) ISall (1) dsaad)

(3) & JL el Ls

Cmliaall puasal) (sl Ldlgl) anll 3 (alial LEEY Ausial) caudl) gy 1(1) Jsas

T gl Lol G g 5

% 42.1 Sickle cell anemia 4laiall LAY a3 3
% 18.4 G6PD Jsill eyl
% 13.2 Hemophilia Lsel) sl Lld sasel)
% 10.5 Ostopetrosis (<t il alaall) alaall jaias
% 5.3 von will brind x5 o5 o
% 5.3 Spherocytosis ¢ yeall aall iy < 65
% 5.3 Thalassemia LexsdLll

%0 100.0 Total

86



(2021) s (7) ) Ll o ple) ALsa

hemophilia
13%

thalassemia
5%
spherocytosis von will brind
5% 5%

Comliaal) (54l Ad) gl adl) j8b (el LAY Lighall ) gidagy 1(2) S

Al L e Al adll b il Llaall c¥lal) uiad Lgtal) caudl) gy £(3) J<&
oo 8 Bl Clsins 10 = 6 0n zsl8 atlec] ciilS uliad) (e duas ST o ol iy LS

agte SV A (o) Gaidn 8 WS it e JE L 80Vl die st lee] Cngli Guliadl
(4) OSa i e B Y Bl pee

87



(2021) s (7) ) Liubatll a glefl ilaa

80.00%
71%
70.00%
60.00%
50.00%
40.00% 34.21%
30.00% 26. 32%
20.00% 15.79%
13.21%

10 53%

10.00% 5%
0%

0.00%:

ol B e 4 Sy J0N 'IJ......__J..J_H_m.._q__,‘. S Ml g B e il g 10 e 80

L e = e S e B e =l 10 2

W el en B oyl pepa S e el

Loyl agiilal 4xd (add SN jaally uayall JleeY digtall cunil) guiags 1(4) JS&

ane @ Jasw oy O + aged Aluad culS capdl e S8V Luadll o ) bl o)Ll
Apadl Lows el ilKs oLV 22 dluad W % 0 Lol il Gum AB — 5l B — 23 dluaiy
Ladlly €% 0 Wi Jiladl) 8L cilSy Aoty O — S B + aall dluad b A+ 5O + o
dad ol Ly B — aall dluail 1S5 Jaly O + ao dluadl 1S5 el (€ gyl an Jiladl

(5) <&l 3 LSAB — S AB + 5l O — oy Alialy cilgaY) e gl

A £0.00%
=t
o
- 70.00%
60.00%
50.00%
9‘3 =
28 a S 40.00%
% 7 2 % "
~ & 5 S & 30.00%
pa 2
"o 3 2000%
= = S 2 _= LS '
® M m ETE® 282 m mx = - .8 m A -
S OV O -] o © O 0 o e S U A 10.00%
S o ©S S S S99 9SS S i
=1 o o o o o (== l iD - I
- - - . L 0.00%%
0- O+ AB - AB + B- B+ A - A+

B pall o ilaad @) aoilaad @AYl andilual

gl Cbaall puasall pa Jiliad! Aigial) cuddl) gidags 1(5) JS&

88



(2021) sl (7) ) Ll o glel) dlsa

sV G L Ala agadl 0S5 Al Cpbadll cayall e SV daadll o dadyll il ekl
agie g ol ) (e % 28.9 of ) ddlia) (Ai)h Ala agadl i€ agie J8Y) Al Loty

Ll el o Al Alial dghal) candl) ziiags 1(6) J<&
13lS AL daniisg Aaje Gabial (51 Cogilan ¥ (el e LSY) Dl ) G ) DA (e
gy daaalls Ll edaldll JSlidls ) Gileys el duslany ¢ i) duslas (e (ygila
Sl ehag prall Dles Uil Aiaje Galal (o Cpilay ¥ gie 8y dacs CilKE iayall

100.00% 3
s 3
20.00% S
~ ®
80.00% ™ 2
e
70.00%
60.00%
50.00%
40.00%
30.00% 3¢ E“
= i i S o
20.00% 5 = 3 = 2% 3 5
® ® A =B B Mo oE & o7 oE & ox o
10.00% 88. 8"". :88 ~ 3 g ~
== = S 8 = p=
0.00% - - [ H-m
aap Y lana &5l gl Al o, el gl Ay e

Wl WY m)

agilly (il A Aiajall aalpel) LEDY dgial) andl) piags 1(7) JS&

89



(2021) saises (7) ) Ll o ple) ALsa

pll b Gl Cpbiad) oyl e Alla 38 s e cupd Al bl sda il iy
Sl Crjiall danal agdl) ddia JWhY) acks a2l (mbael sale e gaaagiall 48
om % 42.1 jlan) dws ST s Sickle cell anemia PRENON PRI g o Lulaal [ sesdall
Alee dadiye danall 028 ifiad Cum duhyall agiladi My ¢ Sholl pall b e Gilay A (aasall
%4-2@»3&4945\w&?wdﬁ@j@%aﬂgu'@dbbﬁ‘wmu@
leple Juans Al w5l ae i Y WS (Jain, 1980) Als 545 (o A98ie dlgde dism]
s i Ogladd) JSE Gua Ll e ddlide 3hlie (e due 1350 2aa1 (Jain,1985)
A3l dndipe doel) 038 il LS ¢% 4.51 Jaial) dend cplalal) Lain % 0.37 doas sl
131 22 Baals dlal Alls Jids o5 G Lol ape abilyha dinae A clahll dila b pe
(iLSy ) Ggkaill A8y as (e duxl % 19.4 dus 5 ¢(Elfagm et al., 1980) dadlsic
Jeasi L e (35 30 238 o) LS L (Alalem, 1998) (35 & % 10.95 Ly, (2019
SV C il Gleadlly daiadl) daws of 4l cuiy ¢us (Marwan et al., 2011) 4
% 37.5 sl daws cilS Gan @le 8 Gapall dlaes Lo ae 388 LS (bl (338 3 Tl

Lo e ijlie caitio GOPD DaiV) aall i e lebaes ) % 18.4 ducl) Liad LS
il Al gl iy (Bazina et al., 2009) chaly olisdl B (aped) Hlim) dows ailas
lebaos A dacl Wl (20156 all) (plall eyl S5e (b (oayall (1a 39 221 % 69.2
& ol Sl L lgalae Al 4l 45k diaddie 223 hemophilia Wldsagl) (a e
Beayou et al., ) JUbY! adiwe 3 oyl dla 83 sl % 50 cilS ) (gl A

(2019

¢us % 10.5 c.s"“)‘d‘ g)h.u.u\ A Cail&d Osz‘opet‘mS/s ‘f‘”]\ ?Luj\ Aual (awm L
Uadd e SM\MS‘IQM@;JLZLY\‘EUAJA\@HMhMJAM\ XYY Prrx

-(Reddy, 2011) Al Jo» (=di 200.000 ¢ 1

90



(2021) saises (7) ) Ll o ple) ALsa

Jya % 5.3 Leis JS Jaw Thalassaemia \wwdis Von Willbrand xiylig (g8 (am

Slaball PA s e At o5 b ga 30 Yy Auaidia caall 038 s Cus dlial dlla 2

b Al 23] A Mal) Cilerdl gsus ) 130 (ghay 35 chacosiall jaal) (g dilaia (pea Ailud)
U Sblay) ae daw Gua Sl A sglaall 5l Gaall el Jlasily Al
o Ll a e W «(Beayou et al., 2019) (silat dnae & Als 31 22 ailplig (g8
3041 s el (S8 Sl by sl s o el % 59.86 G oyl Cgin b
sl Gl )6 g W L(Fawzi et al., 2003) cuphdll jal % 34 .42 5 Gulall %
halaie) dadipe duaill 238 223 Cus % 5.3 4wws «ilS Herediitary Spherocytosis sl
Hassan ) Lugiall (s dihic e add 2000-1 20 cuvay sy o)l dank e
sl gy cplaall capall (e &Y duall o duhall a3 DA (e oo WS (et al., 2009

cosiall 3anall X agungag SIL e o2 Giams oLl 138 usdsg )63 1S sl

Glahall gaa) ae Gl 138y + O aged Aluad ajall (e % 68.42 of goliill cijelal Ny
O el Cpbadll GaladSl Ll adl paaladd IS5 ST o Lgails cadl A Gl
sl e % 26.42 531.6% sy By A o5 sy % 35.38 Gauty O ol dlseal
89.62 cul€ cua +Rh LY ) cwilS 33 Rh Caia Wi 1% 6.60 AB dawsy )5 \galy
aall dluadl coleladl alaY) L 138 ety of (Ser (Al-Samarrae and Mahdi, 2012) %
(1982 «y553T5 anli) zuny LS (Al-Rubeai, 1975 ) el aainall b legas iSYI (O)
leleads ¢ aY! diladl) (pe daslie J8l Lglead datie &) <O (O) aall dluadl
Cun Oay lgiada (e Omslasagl) (el (oS a5 bl Cilide Ll e A
A e SY1 &) ) ) gl 3 dalaiall & alyeY) oda Ll 8 A)El Al g0
(2019 «(iLSy an) Ay (b sla Lo OIS 1dag oY) G A8 Ala agaal aagi Y Lliadl
O il DA Gy edaiall gpn Sl B S 90 B ol o Leadls caaimg A
C) b pe Lol i sla 1385 cAiaje gl & gilas ¥ (oiapall 0 %774 s
il ¥ 0gie 27 IS Cus Jaiall cpad Liage AT Alls 45 e 335K Al (2019 ¢iLSs

7 due 16 cily dus Luhl ke AU daidll cpad Zangdl) oS Ao Ll byl &

91



(2021) saises (7) ) Ll o ple) ALsa

@l e il ol iy Jealial) & by painll & JSLaeg Jaaall (e Osila 1S agia
.l

Gllﬁu\i\

S a3 ik Ouladll coapall (e prange 38 s o el Sl duhall o il el
s el &ahsl) aal) e alyel AST G Ldaa/ Caniall sanal ag il s Glo cpanially
Al b salaall e ST aa 5eSAl OIS $% 42,1 les dawiy ddaial) LAY Lua
oo oLV o Dl Alia agoal dag ol el (e % 447 dass o LS ¢l yaY 0dgy Dlal
lgaraiud l) &3 YIS chila Gagan (b G S fge dgng o) A it Gigas ey 8

Al (alyeY) dalles 8 oLV
bl

PFSGWIES |
e Gmalll 8 GOPD Lugial ) gyl e adSl ((2015) aeaal &alad  aal) o
LS Qo) ale and fiale Al cpabibl dnad SDall ddtuey okl Guih
codihl dxsls caslal)

Glbagaad) Lglll Asjall Slids @lalasl ((2005) Guaal) e deae iy s A @
Epdia it iuale Alluy gl Aakidl b gl U8 Al pdally pandl o)
2\.33‘51.«445\ ¢ grun EIA Zuul;

el ale ((2007) asaly) slae cculadll fcud alia (lai€ ¢ ahias yadll 2o LAl @
211 ga cplae—ailgl) £62)Y) ASLeall cauygilly ydall Alaly) (AAIEN degdal)

Al aslall jiel) s clll) duae aillas 27 =26 (71 ) diilly aslal) da

bl (A yeall Lpanll maliny (Adhsll aall Gl ((2011) Slas o Cpen (gralall @
25_ 2u.a co\_u:

92



(2021) saises (7) ) Ll o ple) ALsa

“_QJ}(}” Z\A:\u\ com‘g\ e ?'ﬂ\ ua\)ai )L;T ‘(2018) ?ﬂu (R ena iy ij ‘Z\.M_; Rno @
e Lsgen gy tpgilly il Gast ly ae Oslailly dilly AeLlall play) Aled
gl

poled) dlaa ((JsY) ehall) adll Gahel —liawdlill Gladlie ((2004) adall xe 3gen o
Ay aglall Gkl de Gl diae willas 27 =26 £(71) Al

Ong pll a L gae ((2019) o dese zla (LS faaa] Gny ALl o @

pslall Joall Haagall cilydia el cagin calall iy adis Jo Gpaagall G daiadll
.u.uJLe 6_4 cwb

z\ﬁh}l\ ?L: c(1982) J.ﬂﬂ\ L daaa c?:\A\).al ¢2aa) wL\Q ccjha!\ ‘C\;j\ dgana ceulﬁ ®

sdaaiaY) aaball =2
e Alalem, N. (1998). Family study of sickle cell anemia in Murzuk region. Dissertation

submitted in partial fulfument for the requirement of the degree of M.Sc in laboratory
medicine, Faculty of medicine Alarab medical university, Benghazi, Libya.

o Al-Rubeai, M. A. (1975). Test phenyl thiocarbamid and blood group in the Iraq
population (sample from Baghdad). Bull-cell Sci,16 (2), pp 205-215.

e Al-Samarrae, S. H. and Mahdi, H. S. (2012). Frequency of ABO blood group system
polymorphism and its relation to some diseases affection in Baguba city. Al-Anbar J.
Vet. Sci,5(2).

e Bazina, Marwa S. Mohamed (2009). Accuracy of diagnosis of glucose-6-phosphate
dehydrogenase deficiency depending on clinical manifestations of favism, Thesis
submitted in partial fulfillment of the requirement of master degree in pediatrics,
Department of pediatric, Faculty of medicine, Benghazi University-Libya.

e Beayou, A. ; Al-Orfi, S. S. ; Al-Fraik , N. G. S. (2019). Profile of Hemophilia and
rare bleeding disorder in Eastern part of Libya. International Conference on Technical

Sciences , 04 — 06 March 2019.

e Elfgm, A. A.; Gul, S. : B. Gaighisy. (1980). Occurrence OF abnormal Hemoglobines
in Arab Countries. Alfateh medical Journal, 47-49.

93



(2021) s

94

Fawzi, z. 0.; ALHilal, A. ; Fakhroo, N. ; AL Bin Ali, A. ; Al-Mansour, S. (2003).
Distribution of hemo globino pathied and thalassemias in Qatari Nationals. Seen at
hammad hospital in Qatar, Qatar medical journal , 12(1), June.

Hassan, A. ; Babadoko, A. ; Isa, A. and Abunimye, p. (2009). hereditary
spherocytosis in A 27- years- old women: case Report, Annals of African medicine,
B, (1;2009) 61-63.

Jain, R. C. (1980). Haemoglobinopathies in Libya. J. Trop. Med. Hyg,( 82)128-32.

Jain, R. C. (1985). Sickle cell anemia and thalassemia genes in Libya. Trans R Soc
Trop. Med. Hyg, 79(1): 3-12.

Marwan, M. M. B.; Mild, A. M. ; Jomah, A. A. (2011). Prevalence of sickle cell
anemia in Ashati region-southern Libya. Journal of Sebha University pure and
applied sciences,10(2): 33-42.

Neville, B. W. ; Damm, D. D. ; Allen, C. M. ; Bouquot, J. E. (2002). Bone pathology
In: Oral and maxillofacial pathology, pp. (533-87) 2nd ed., China.

Ocampbel, N.E. and Reece, J. B. (2002). Biology, 6th ed., San Francisco: Benijamin
Cumming.

Reddy, M. H. R. (2011). Ostopetrosis (Marble Bone Disease ) : A rara Disease in
children , int j clin peditr Dent , Spp- Dec : 4(3) : 232-234.

Thalassaemia International Federation. (2008).Guide Lines Thalassaemia For The 2
Revised Edition Of Clinical Management. Nicosia: Cuprus.

Van Hul, W. ; Bollerslev, J. ; Gram, J. ; Van Hul, E. , Wuyts , W. ; Benichou, O.
(1997). Localization of a gene for autosomal dominant osteopetrosis (Albers-
Schonberg disease) to chromosome 1p21. Am J. Hum Genet; 61(2):363-69.

World Health Organization (WHO). (2008). Prevalence of anemia 1993-2005.WHO
global database on anemia /Edited by Bruno de Benois Erin Mclean Ines Egli and
Mary Cogswell ,World Health.

(7) ) L) o glel) s



