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(Anti-HBe AQ) vl 138 dlaial 3 g g Lal G g ill dpizal ja¥) 3 508l 485 g 48Dle 4l oeliy
Bradley D. _lass¥L sy (a g puill Caieliail) Al o g ases Cinpeal LV ol e Ju 1368
, . etal, 1988)
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Chapter Two ) Juadl)
Letriture Review L gl pal il
: HBV @ haai 2l Gilgall (gl (Auasil) ) ghall g e lail) ) g 2-4-2
e SN shalllal caclizaill ) sda V1 )sdall : o) sday HBV Al gl Gas b ey
( William M., 1999; Gonsalves, 1993) . Gfils e Gaaly sk JS5 Sl ) shally
: Replication Phase <islail) jgh: Jg¥) gkl
e Immune tolerance =liall Jeenilly Ula yall 02a 3ol : First Stage (¥ dda sall
U jall 03 g 30V 5l has dlaly 4 5lae bl (4-2) (s (5 priasi Alianl 3538 g0 Cpuadll)
(e ISy (g i) oo bl i
: Second Stage 4Ll s sal)
LY LAl daa ) s 13 5 Ao Ll Al u) (pualy sl Al jall o e
Qlgll Ga s 28] DNA Lall (5 siae dds pall oda 8 Al H20al) Jsill Cytoking <l gl
. oadah Lladl LAl axe o L Jeadl i dayg B sl
(4-3) Q‘P Gxiud dds )l oda Acute HBV Al = 9 _dll A1) Gl ulbiaal) P
10 o ST 3 _ainii Leils Chronic HBV. ¢ mall (s il 281 Glgils ) sl Wl | gl
. cirrhosis 2SI peadii Ala ) @l Lage i g
: Integrative phase (Aasill jghll : AGY ) ghal)
DA N 5 A oyl pally Sy
:third stage 4K dls sal)
e 1wl cLiid) s (Viral Replication) s sl caeloai il ida ) oda lag
il lala ¢ slaad) iy dds yalloda b5 Anti-HBeAg Walaal ) s¢bs HBeAg
405l salall 8 Sgene Jala ) 2y @y 8l g ¢ HBSAQ 2SI Gl gyl adadl
Apasl adall
:fourth stage 4a dda sal)
Ada yalloda 4y 4 o(HBSAQ) B 28 gl g paliaadanil) cilaiaiill aanie 4335
Anti-HBe ek aadi <5 Anti-HBSAQ sl dumiviall saliadl) slua¥) ) sela T
.(Shishido, W et al., 1999). (s s_ull &3 ) 5ll salall eliial
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Letriture Review L gl all pal i
: Epidemiology of HBV o el (o g sillasll gl 4l g 3-4-2
@3 Ll ALall 3 5u€ O 5 aie HBV (oo s_pdl) Sl gl dulay) L

A O sbae Wil Caal (o SIS 8 8 g aall s ¢ Ll (3 i Jie Allad) jLEY) A
e dilal g il dpast il slalia clllia 5 (e e S8 a g il O slala %8 (10 ST 5 ¢ HBV
.(Beasly R. et al., 1982) Ll yiul ¢ L) ¢ 1S ol Jlads
cplelall aae o) A World Health Organization dllal) iaall dadaic ciliilaal & jLil
1.25 ) dasi HBV b 2 3all 1LYl 5« 2000 ple o ¢rs3le 400 ) Joms HBV -
.(Wolinsky S and ZhairJ., 1989) sasiall <l sl GlSs (e () sile
Sl Flall e g liasydastiall Joadl 8 HBY b gplbadd) e % 98 e K
Al ALl G sban et d G sale 300 Al Gl 0 %5 Lu & (Pasquni P.K., 1983)
<l 5 Hepatocellular <8 gUs yu 5 (Cirrhosis) 2SI aedi (Al (5352 0523 62 5 (e 3l
HBV (s 5 il 21 lgilly Aa pa ial als Ly sis ()55 50y i (500000-1000000) Lay!
.(Talukdar M. et al., 1992)

ol e Gplal) aall Jis cllee 5 &slall aall 335k e HBV 2l gl (g 8 Jiiy
Intravenous drug sl odadl 45 ol seddiiee aey LS | alisall (adidll ) G s il laall
S e s Ll spagl) (g ya cia el cplelall 5 poseSlalll Gl 3] clpasiall oY aaiyl ¢
ool Alal) o 2l sl ol Hall < La) (g 58l Aladl ¢ 3 shadl) Jul e €I duelicall
(Pirnar A.and kaura, <YL as e HsSall 84k sale 30 jog Gpeial) 3S & a3 HBY

.1998

4 yand) LN s sy () GSay HBV (s ail) Ol 400 1) il all (e aaall i D
A (29-15) A penll i) A e sy (81
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: HBV @ Jaai oo g sl ) Gl (pu g bl Ao Uiall () ja¥) 4-4-2

o5 l) Al gl 8 A jall g 3aladl VLA J3A 2SI UBA Gl ol Gl jall S5
AaY) e Adalall s 4 gl A e lall Alai w8 5ol Aaii s deliall iy Siasy HBVY
Loe sl
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el ) Adalll LAY a5 G ¢ Bl el 8 S | piy gl e i) st n)
S Ll o g sl Al acaivall e 4y gall MHCI oaeil) (581 53l séxay Cytotoxic Teells
LAl el ) ) Sl Baa ¢ 4S5 3l 5 hepatocytes 4pasll Al mdaw e 3 9o sall s HBCAQ
s sl daul 52 apoptosis ( programmed cell death) zee_ el 4l & s fay lanie
(William M., 1999; Chisar Fand Fiaccadori., 1997) perforin ¢x_ s s cytokines
laic Macrophage 80 ae Sl Jd e 245 La 5300 8 2SI Olgil) a5 b laaine Ll
Helper sacluall a8lll LAY 2085 g MHCIH (o) (381 6ill 3a8dls HBV (g Slaging Jads 53
cﬁ_uﬂ‘ G88) sill ddmal) Ly 3 22e 2l 3 ‘;JL“\JLU LS gubadl Z ol ala M aai g T cells CD4
U2l (Chisari F.V., 1997) .us i) Cieliai J& s 4008l LAY # adas e MHCI
Jeld sy Calill e ¢ o i Lild Humoral immune response 4sklall due lialldlainy)
Egan N s Lae 2SI LA Fde ) = glas Jlesd sa sall il o ol amiosdl) slacal
. (Sallberg M.and Maruyama, 2000) (Autoimmunization) 413 4eli
: Clinical Manifestations of HBV 4la 4y s yul) jaliall 5-4-2
: Acute HBV dadl B laaias) cilgal) (g b ||
S 4k paliill y elisl) Lty s A dlall al Lia ye (35S0 bale sl g i) 281 gl

(Stroffolini T. et 4ie 3l Al ) SLbal¥) (1w (%1-0.1) 2 sk s SV 5w %90 (0
Lia g0 Juaall (55K ALa¥) (e dlall ALalW) Ads ja 8 al, 1989; Bonanni P et al, 1990)
saliaall alualWl (e Llle (5 siasa s (s sill HBeAQ "e'" auaivsall s HBSAQ (oadasall diaiuall
(Stroffolini T et al, 1993) (Il 1aiwall IgM

At 88 ¢ 5 ¢ L ¢ an 1 oA LA 2SI gl Aeadl Aadiiall Ll e Y1 s
O Ll (53 Gl palbiaad) adaza s Cloaall (aia jall (50 9475 (A ek s Bl
.(Dardanoni L. et al, 1988) seliall jleall LA dylladl i g 5al)
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- Chronic HBV _ (x jo//B 1Sl g ilf g o,

2 HBSAQG lgill (s il cadaniall aialivnall 5 g 3 (g Juall (s 5l 28D gl Sy
2 %90 « Juala¥) 89430 ¢ ol 8(%10-5) Aty Saany Suaa el B (e Y Jiadl)
. (Brook M. et al., 1989) s (pa o sall

JECK
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oan O sly zie ¢ sa @ 513 (Cirrhosis ) gl () (235 Leslallall oda 885 vie

Uladly 580 aie Lo gl ST oo (e el 2SI el G g paall (a5 Lilal 028 aan) i YA
e Ganedll  Cp pliall A 53 ) gemy Saaa

Gl S5 A seall Clagiiall A8 5 gals ik 5 Jualiall g la sl (Y 108 (ial je ) aal e
Aie e Anledl Gl yel (e (i yall Giamy (lay 385 A€ T ) (6525 308 5 50 Ay Gianl) pal)
A Ao L) Gl el Lol 0 9S8 ) Jaiing (s AT il syl 5 (0 e (850 gl
. (Edward L.and Kramitt , 1998) (Auto immune disease)
: Hepatocellular Carcinoma 4! ¢da yu 6-4-2

Lok A and Mahun. , )alal le ood V) Lall bl ) oV aal Sl gl 4
2SI a s gy Ul ) 25V oo C Sl el ag by B 2SI Cleil) (g i 0))5,(2001
. (Beasley Retal., 1982)
2SI s s o abaall (a pall C (@Nti-HCV) C il gl (o5 5 dlacal LSS das
o %29 ¢ Lkl Cgin 8929 « Wity 8 9465 ¢ Lilwd 3 %75 « oLl - (%90-70)
. (Cristiano K et al, 2003) sasiall <Y 4l

YA Miad HCC a8 i )l sl aal iy (HBV) Us sl Al of LS
Wang ) u= g gubadl 1w (%26) Leie Slau UL 4 HBV b Lbadl 4 g4l
e~ Endemic iibsic 223 B, C et s il 28 Gilgilly L) o (RUY.H., 1999
. (Kaplan L.and Chung., 1992) 2SIl la yu &sas
il (8 C Sl gl ag g B 2SI Gl g b G i3SI Ve a5 (2-2) s
(Gerson J. ., 1994) dikiae 1l o 8l 50 ey unall (449) b 2

HBV+HCV | HCV RNA SEX (i) seall | No. 222l country _kadll
11 (9.0) 73 (59.8) | 34(27.9) 639 122 QL
2 (1.8) 3(2.7) 74 (66.1) 50+12 112 pall
2 (3.6) 3(55) | 38(69.1) 53+9 55 LS
0 1(2.6) 23 (65.5) 54+13 38 pliiad
2 (3.5) 7(12.3) | 22(38.6) 55+10 57 Lo
2 (3.1) 27 (41.5) | 10 (15.4) 58+10 65 sasiall Y )
19 (4.2) | 114 (25.4) | 201 (44.8) | 56+11 449 g sanal

: Immunoprophylaxis sl 484l 7-4-2
: Passive immunization daéiall gl ||
oo s Abal e 3 )Y s ) S (anti-HBSAQ) @L_J\ Acat eall Aozl
Ig dnelic cilisd s gl 5 gat ) A8 138 g (ia yatll 2y Cindac ) 1Y) (g el g Slad) B 2SI gl
Cohn J-8 (= as 28 (HBIQ) @L_...J\ it wall Al e e jle Je (g giat daiadia
(anti-HBsAQ) o— e Jlae o s s Jan o (il podadill 44 4l Oncly
2 a2 s HBV 28Ul s 8 ~ & as (HBIQ) . (Greenberg R.and Marsand., 2000)
e Liall 4903 5))
ALl oY) 4w (HBsAQ) U (Perinatal exposure) 32¥ sl J-8 (piall (a s j:s 1
R
B Sl (s il oada il diaiial) e (g lall aa B dplalaall g dalall 4 58 V) (i y2i 2
Precutancous or mucous membrane exposure

JEE
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(HBV) Gasoill eadaid) amivaall Lalall (ala SV e uiall 3ok e (il 3

(Notarangelo L.and Haymard., 2003)

: Active immunization Jwéll gl
Clalalll 238 jumat s (HBSAQ) o b5l Ale il juiant (e o 5S5 (HBV) ol u sy 7l
si.(chronic HBV) HBV(bas (alail e La 30 e HBSAQ ) gaend Gk oo Wl
Ll 3, Pre S2 PreS1 o 5l HBSAQ ces (e gsstall 2 30U G pe o AT 48y jhay
< shady -Gl e (Morath M et al, 1996) MammaLian s 5S4 o Yeast 5 sl
3l psial¥) il siy e lidl e bl xe = 3a1 o inactivation steps <ol (e de siia
. (Derya B et al., 2002) . Thimerosal — désy laday o sial¥) 2S5 0
CRilal fie ya e (o 5SE e ja M Ay jeall paalaal) ST aat Al saatal) LY ) 4
e jall Ha) Gasedl i et a oy i AN Ao jall s V) el e b daad
. (Sulkowski M.and Ray, 2001).4:4
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Jaeckel E et al, ) ¢padll s ) 8l ell 5 (40 9475-50 J8l(Infants) ga  #Lalll de o 55 g
(2002

:(HCV) C haiasl) Glgsl) (ug 8 5-2
6522 3 rae RNA L i elliag sl ipid  envelope ass-ill ddlaal Gl s il o any

.(Sakugawa et al., 2001) sise 5l 60-50 s 1bu 53l 523 10,000 Ly s
Epidemiology of HCV ! cilgall (g é 43ilg 1-5-2

1988 ale Aniddi &i Cuscallall b daall JSLEA aal (e C Taiasll i) (o g 58 22y
sasiall Al il A HCV ) i) v o clilbany) < (Smith D. et al., 1997)
Ul 05027 SHCV b (st OSll e 05239 lllia ) (61 18% <ilS A oY)
~.(Goldstein and Willam, 2002) 4ie 3

55 painsall anl) J& Cillaal () gaa ety (Al GaldlY) c calS HOV A i) 4w e
Lbad) AV s ddanally alelall o culS i) A Jil 5 dpeluall SN s ye G (10%)
(= (50-80)% .(Frangeul L et al. , 1992) 1% <l Cua Jaall 3 138 JOA il )
s)sha (Ruiz J et al., 1992) HCV b iladl () sam aa | 5 55 cially 50l oerdiine
.(Choo Q. et al, 1989) (HIV) =liall jsall (s dlal) ae caial 3313} 2o 35 L)

:Clinical Manifestation of HCV 4l 4 5 pud) jaUaall 2-5-2
o :Acute hepatitis 3al) C laai Sl Gilgah) (ug b
Gladall 5 (al ye W) anl (e, &g 3 alaS Haad La | jals aladl g pdl) 2SN gl
Do) 3 58] il 33 (e Llle (5 e (e Aal) C dad nn g i) 2SI QLY & 5y puall
(Brettler D.B., bl e Lilad) el dgall 8 ally ) 538 5 i 5 US 5 caminotransferase
.1990)
Okt Als 6000-5000 — Lasi b 8 Sall C (as sl 21 gl &g Jlae
C 2SI gl s plana TWlls (Kasper CK, 1993) Ay (ial je | Ll i i Leie 16.6%
iiinal) (e AaB ayail) 5l a5l B sk e Aeadiuall 4y W) () 2 gt ALa
(Liang T. et al., 1991) (Nosocomial expossure)
intravenous Drug uses sl e 4 50¥) eadius o Ala)) JUE Jane of 2 5 288
Gleilly Gubadll (e (50-90)% ool s.(Nagamin T et al., 1996) Lsiw 10% Jduxi lan 4lle
.(Abuaf N. et al, 1993) 4allaall e vie 45 jall Al ) 5ka¥ Aal) C a5 i) 281
:Chronic Hepatitis ¢ jall C Jaad 28l gl (g b o
2SI e e jall 2SI el G pan ol ST e 3all C daad (oan syl 2SI gl 2y
(30- of a5 35 (McHutchison J.G., 1998) 4ueluall Glaldl & aS) (s s «(Cirrhosis)
05t O sibas as 1SN Ll ClieLiaay Adasi jall il 6l 5 2SN s jos biad) (10 70)%
.(Lashner B. et al., 1988; Hayllar K. et al., 1991) .HCV 2<ll gl

JEEL
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O SV (e il Jas b 3N e ol 5ok e 33 salll A saY) alasi)
ol S(Alberti, 1982) JLsl 235 (Chretein , 1992) 4w 40 G b Jleef Ji () (alasY)
JUlaY) 85500 il (n 7590 CilS jeal) Caun HCV 05l 4 jall dla) Jans

(10- Ol 2y G283 C (a5 il 2K gl A 3al) ) e Lims ilS ple (S
Sl Galaad) (e (15-40)% o s (Martini E et al., 1988) Lla) ¢ 523 ¢33 G 4k 20)
G gaaal) (i gall 0285 (5352 285 Cirrhosis 28l aasdi dlla () G all 4 a2y (0 all C 2S1)
Sl

:Treatment of Hepatitis Virus ¢ ssill 284 Glgill z3e 6-2
-:Interferon ¢o# AN 1-6-2
Leaiii 5 yraa (Glycoproteins) 4 S Clidi s (& Sl 3 e 5 ke Sl b yiY)
o9 8l Balae i gy L) (o Lgiad Cua b ) slaall LA o Jasi g (5 iy Llaall 4180)
CL“\.}\ u.c:\jjj.uml\ u@ﬂ\mgw\ 0d MUPQM\ oda JAl u.u}).\sl\ L_Q.CL.ASL.\.\S
Loy oy il el (L g5 mall g Gus_pdll (MRNA) (ol LU dadanall ey 35
@ gad Adal) 5 Lagl aty o gladl (3 9 5all (3adas 8 4w gl 8 cbaliaal) i g 5all o2 Ao 50
. .(Mchutchison J.G., 1998)%:leall 038 &
:(Vega P. et al., 2002) <t s s ¥ (e 45 jaa ) 58l EO0 22 53
Leucocytes gl adll LA J8 (e i c-interferon oo sl & 1
Fibroblast 4:alll LA cile g ) 38 (e & -interferon Blin osomd il 2
.T-Lymphocytes dselll LIAN 8 (e 34 : -interferon ylS gy 8 il 3
Aaadidll dpe bl LainY) adaii s Macrophage aseedd) LAY sy
Laradia A 5 A s il GLLY) dallan (8 (5 b 5BV aladinl Ap1S) sl gl (e raal
Hwang S. et ki gLl 8 5555 Glus) il b il of Ol oSy 13g 5 Caagll LA e Lol
(al., 2001)
-:Lamivudin ¢ses8sa¥2-6-2
alall cd gl 8 (Nucleoside analogue) &uas slSill ac sl cilgilia 5 iUaill e s
(Al (o sl S gl Sl Laaal 5 Ly sl i€ eganiall Y sl 8 4y Jam
15 DAY L lSil) 2o ) g8l Clalias (e
. Adifovir Dipivoail s sis 3-6-2
. ganciclovir s glswils 4-6-2
Famciclovir b sSwald 5-6-2
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cilial) 1-3
;:\.ubﬁ\ GALAJ Laad ]
Sl (o sy e linall SN (o s s L) (o sa s (e pial) e 3 3lal e
Ul JSall e 5 A0l o sally aadlaal) dlda ol 6l 5 5¥) (cia s s
23 7 5 (33) e A (40-1) (0 pb st Con sl 55 LapusDNl) (o e (10 22 3503 (60)
LY 530 gl afie e G a3 23503 (27) 5 S
3545 (17) Citanai s (45-15) 00 o e an gl 3 A lisall IS (oam 50 (0 03 723548 (27)
e Allie (e G 03 73501 (10) 5 U583 02
2 a5 (40) el A (50-10) (e p slee ] Sl 5 (5 Sl (da ja (e 22 73 50 (90)
e Iaina o (5 S (a3 s (50) 5 Gl sty (e daine (5 S s
O e shiiae (e Ol sY)
(60- (e p slaef an gh i Ay gaasS o) gally aallaall it ) o)) 5Y) (om0 (1a 02 23043 (65)
(iiue 8 al 5 Y Aa0 ) (e ) a2 2353 (32) 5 LsSD a2 73 5ad (33) el 41 25)
Ol e
clindl 2 2
el Fala ) i) Calad 288 Ay peal) 3540 5 (uiald) Caia Bl all 23l g 585 a3
(LoDl (i yal B lain) A yoidall 5 4y g sl Sl laall g Guiad) g () sl 5wV (o (5 553
JuB) mas (5 Sl am a5 jldiaal 5 )y 5V (m sl 5 jlaaal 5 Fpe Liaall IS a8l
o 5 (3lal) AaSna y dabna JLiial 4y il (B aaa g g daine A dibae Aals o (omyall (e (2
ol dry 2-20 A ada g daira Jlgidl) A gl ) J8 488y 5 ) 50 5004e s 02ty Jucadll
Laxilusal) a gadll 8 23 gl S g Liad) &3 (5 pitall (andll A ual die IS Jsn e ladll
. Ao gal) luel) Lol ch\jﬁh\jﬁ‘)nh\‘)ﬂ\g

AL
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13 gal) 1.3

Aaand il sl 1
Hepanostika HBsAg Microelisa System:

:le s sis Teknika Organon 4S yé (s 35

Coated strips 8-well strips
Enzyme Tracer 1 viaL, 0.7ml
Negative control 1 viaL, 1.3ml
Positive control 1 viaL, 1.2ml
Tracer diluent 1 viaL, 30ml
Washer buffer 1 vialL, 40ml
Chromogen 1 viaL, 9ml
Substrate 1 viaL, 9ml
Blocking reagent 1 viaL, 30ml

Anti-HCV Enzyme Immuno Assay Kit dpadinl) aml),2

1 sle s sisy Teknika Organon 4S i ¢ 25 3

Coated strips 24 8-well strips
Enzyme Tracer 1 vialL, 0.7ml
Negative control 1vial, 1.3ml
Positive control 1vial, 1.2ml

Tracer diluent 1 vialLs, 14ml
Washer buffer 2 viaLs, 30ml
Chromogen 2 viaLs, 40ml
Substrate 2 viaLs, 9ml
Blocking reagent 1 viaL, 30ml

s Jand) (&l ke 2-3
48y sk Jlaxinly HBSAQ () 281 Gilgal) (gl ) Mdioaal) gadudd 2-2-3
:ELISA a3 duelial) dugliall

lae Microelisa strips da_a¥! s apen () 23503 IS (e dea s S0le 100 Adlical a3
3yl

1

38 S Positive control g« Jes Sk (100) by
3 A negative control = Jde s Sik (100) bay

3naY by dda Y Aozt o3

Aelu sl 037 da L (uiani o

Cabag g ) (gl Jlaniasyy Sl 53 5Y) ) Sleno e ol Qi slaall J) 3o
Jas

anti-HBS- a2 3L dalze de 53 slaual ] Conjugate - e Jwe s Sile (100) <iloay
Bkl g ziaill e B s S S [HRP

2
3
4

5

:conjugate J juass

No. of strips ida &Y sxe 112 |4 ] 6| 8|10 12

Conjugate diluent (ML) 1 2 | 4 | 6 8 | 10 | 12

EEIE
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| Conjugate concentration (ML) | 20 | 40 | 80 | 120160 | 200 | 240 |

Aclusad5 437 da Ly (uani 6

Jas caiaty Sila s sV Jusl) Slea Aab e e gl Qs 7

okl 53 el (e S S substrate 3 .S ) saldl (e Je s Sik (100) <ileay 8
:substrate 5 S )l salall juzaas

No. of strips 4da &Y 2ac 1|2 | 4|6 | 8|10 12
Substrate solution (ML) 1 2 4 6 8 | 10 | 12
Chromogen concentration 20 | 40 | 80 | 120|160 | 200 | 240

Aclu Canitad 3237 4a )a (pasi 9
3is S (1M H,S04) @it Sl Gadla (e Jas_Sila (100) iy .10

ESIL



Jand) () 4k g 31 gl G Juadl)

dglial) 48y jh aladinly (ANti-HCV) C Sl Gilgil) (gl Baliaal) alual) (il 3-2-3
:ELISA 4y 3y Lelial

(e dws S 10 + 84 JS 8 Diluent de Muesters ¢» Ja s Sile 200 4ébal &5 ]
Jaadll

= (J580 200) <l ¢ Positive  contrl o (d= s S 200) Lzl o5 2
B8 A L JS Negative control

o) eUazll dda 3y aas 3

("37 aAJJJJdAISJ\.GLMDJAJM 4

M\&J\Jd@m\.}}@u}gy‘ ol )\.@AJL.}\)AQ_U\ d.ua_\jd.\ajd\ ¢Uazll d\).a 5
\A.x; ada g

ilay(100) A (e Jes Sile Conjugate 8 asad) s z3ladll (e 5 jés JS 4

Acludaal y 237 Aa yu (pani 6

Jus oty (Sila 53581 Justd) Slea Aol 9 Sl e )l Jusiy 7

Bohsdl g 23l e JS 8 substrate 8 Sl salall (e Ja s Sile (100) —ibay 8

Aclu Caaizaa 4237 dualall & pasi 9

s ISV (1M H2S04) el »S) padla (e das Sile (100) S .10

L
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A Jgan (B Ay HY) Gllladl) (5 il 4 yidall cilua gadl) 3-3
Aiajall il pa¥) arg g o g sail) 281 Gilgl
Glgl) & 0 Jgan B (GDA) Guanase a il dalad 5 gial (5 pidall yasdl) 1-3-3

(o 5 pdl) )
a5l adla pabiatial 8 dlaladl a0 30 e (Guanase) ey b (ald aaiay
(GiustiG.and Galanti , 1984) :aull bl
Gunine + H,0 — xanthine + NH,

XanThine + O, + H,0 — urine acid + H,0O,

sdand) A8, )k
3ani anall 3 sall Judol
3 abaidl aa XOD Glle ahiall 20 Guanine Jsis« 1
-0.05 2
e 5290 52 54 s (e dpaliaiaV) | ity s & A
005 | Juadl |3

:Calculations cibwall i
=daall (il & Gl g 2

Jeliil) atad A<l anal) x 1000 x aa) gl Addally (alaia¥) Jara
‘o - 1 - - L) j - -

3.1 % 1000 x saa) gl AGdally abuaie¥) Jira

AL
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2 (ADA) Adenosine Deaminase aj-) dxlled 5 giwal 5 il yaail) 2-3.3
(o 9 a1 sl gl (il el gaa
A A Adensin 1 e Aaii s yaiall L sa¥) 40aS e (ADA) bl (il aain;
(GiustiG.and Galanti , 1984) :Inosine

sJand) 48, )k
S [ okl |l [y 3oLl &
1.0 - - - i gdll alaia | ]
- - 1.0 1.0 phiall e Adenosine Jdslsw | 2
- 1.0 - - bl gVl Jglaa |3
- - - | 005 Jadl | 4
0.05 | 0.0 - - Dbiesle| 5
237 A 483 60 (pani s Blai s lus Y1 il gine = H33
3.0 3.0 3.0 3.0 Jsdll dslsa |16
- - 0.05 - Jae | 7
3.0 3.0 3.0 | 3.0 Cul ) S el Jolaa | .8
Jsb 3 palaaia¥) 13 a5 4880 3080l 237 5)) jada ,n e alea 8 V) uans
iz sili 360 (o2 50

:Calculations cbbwadl i
= ‘ . v 3 w‘h S
50 Jhalal) 3¢ 8 LAY 3e) 3 Juaall (e Al 2 ADA @laag
—— kN Sl R
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Glutamic-pyruvate transaminase a:Y! 4allad s gical 5 sidall gaadll 3-3-3
9l 28l gl sa J g (2 (GPT)

sJand) 48y )k
SO A gl Ll 4y guil 3 sall
- 3au 0.1 Jaae
3...0.5 3. 0.5 Buffer GPT
3.20.1 - D.W.
458330 334l & 3780y A g Gangs das 7w
3405 | 34u0.5 | 2,4—DNP
4385 20834l 237 5 ) ynda jay uany g lus = ey
325 | ) | NaOH
Jira 5l 560 (o> 54 Jsh e dpalaia¥) | 7 Ja

:Calculations <bwad) i
(Giusti and Galanti, .o al 13¢d Jglas aa Jleadl 36l )8 45 jlaay AL CGlaa 21y
1984)

L



Jaadl gl sa g 3l gall Y Juadl)

(Glutamic-oxaloacetate a3 d—llad g siweal (g —tdall o ail) 4-3-3
o sl sl Gl o s J geaa (8 transaminase)
- Oxoglutarate + L - Asparate —=2T— | - glutamate + Oxalocetate

sJand) 48y b
Sl & gl Aagal) 4, 5l A gl
- 30 0.1 Jiaa
3...0.5 3. 0.5 Buffer GPT
3020.1 - D.W.
Aads 3082l p 37 A (panyy s 2 e
34:0.5 | 3s0.5 | 2,4—DNP
488y 208341 437 Ayl 5 g a7 e
35 | 3o | NaOH
e 51 560 (o250 Jsh e dpabaia¥) iy = ja

:Calculations cibual) i
(GiustiG.and Galanti , o= 1xgd Jslas e Sleall 8ol 8 45 jlaay il Glus &l
11984)

L



Jaadl gl sa g 3l gall G Jucadl

Lymphocyte transformations (&alll Jgaill 5 ddall (aadll 4-3
(e 9 odl) 2 LBl ol e J puaa (2

(Virag, 1988) 2l gall judaal
Antibiotics solution &gbal) clilaal) Jglas juaai Y )
1000000 1.U. injecton s sl cpbusiall ¢re 3 53 8am 5 ¢ sale Al J slaall 138 juina
= Streptomycin sulphate msbe i yiull Sl s ol & aal 5 s crystalline penciline
2(20-) 3,0 A o Baenall 4 i 5 Ja]0 Qa3 i (U8 A aladd) Hlaiall elall e 5ille100
Jlaxiad) pal
:Hypotonic solution sisill ¢l g Jslae ; Lk
& paall JaSi 5 1100 (2 KCL asmasli sall 20 ) 1S (g 6l 522,85 43130 Jslaall 138 juas
piaall jhidll el (50 500
:L-glutamic acid dilaglsl) (aala Jglaa gpaas ;G
& 355 rhiall elall (e il 00 8 chile sISH inala (ol 225 Gl Jslaall 138 uaa
dlexin (1l a(20-) Bl A ) Baanall 8 Lads g Ja] 0 dmsy (8
:Fixative solution<uiall J slaa sl slay)
el Al Gadla (e dal s aaa 2e 999 Glhall Ll Jsasll (o psan 7 ey puas
1 (SN hgl) juaad lsald
&= (RPMI-1640) =30l gll (3 9nuia (3 pl 521,04 4130 o3 Jans sl juiant o
Caval o5 s ¥ (e LAY ulail) S ela (0 Ja100 (o8 &l o a3 suall 53 S o) 20,2
Capaal Ly @l SISI J slaa (5o Jl o) slae (e Jel cdiboal) Clabiaall Jslase e el
0.22 (b Aath (53 pine i e JIA Lasa g 20 3 055 (FCS) JLY) (i dama (e ,ilL10
i) sl a4 5 ) s A, A3 8 Lads 5 ey Sle
:Jand) A3y )b
5554l (Virag, 1988) 4 yh cava <y jal 38
Adina dala ) il 8 Ul a5 G110 Armss dalina diinay (25l aadl Clie Cams -
.Lithum heparin ¢uolu a5l Sisdll ale e 4 s
O Je2.5 e 435l Silicon tubes sl & 53l il 8 aall (e 160,25 axa puay -
5 Jo/a) 2 5 S 250 5150 5100 3S s (PAH) shadall (10 040,25 g oy 3l Jass )
Je/al & 5 S5 200 S i (ConA)
Aol 72 33 37 da py dzalall A G gg e g2 el Q-
Ao 3w (5 3-S yall 3auiall lga Jleainly LAY Cuv s dalall e oWl s A1 -
L5 Baal 48853 ) 933000
sl al sl Jslaall e yille5 A yial)l LDAN Cayial g daine i la ot ) ) Jaal -
A88350 52al 5 437 5)a ay Daalall e o3 (38 1 il a5 il
Luzalall (e Lgal Ja) 2 DU 4885/ 5 33000 de s (5 S pall 2l dplae @lld aay oy - -
Cara g ad il gl JSI yille5 Sy cufiall Cpal Lz afiea (o yday ) 1 Jaal g
A88315 83l a4 5l a A AN 8 i)
0.5 Ll 4l Caual o5 ¢ 5l aase ol 5 0685 ) A e 4-3 4w il LAY -
(5- Bliwd o sy dale Aol 515 Blle 4t judaa A jiall LAY () cfiall (e Jea
ol S yi5 anB0 glii)) o iy dpala §dag il o G g LAY Glle (e il ,li4)
.50 3,1 > 4a )3 (Hot plate) 3l daaa e
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E‘)\)A:L;JJL;A:MQSJBJM\ ;\.Aj\_ag_duc}@dlf)'éw \)ASM\JM\&_\M -
) 8l

4212100 s 25100 X S5 58 Cand ) gudall gl aladinly dala ) 1Al Cuaad -
o s oSl Hoha 84 5laal LDIA g s Lumphoblast 4stael Gl )l Lgia 4 5lial
A0 Allaall 8 LS A1 gaial) L slaalll LA Ay gial) Gl o

100 x “ = 4 il LA 5y il Gl

L.JM‘ Gla g Y A
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Single Radioactive aiiall sladll oliadl LIiN) (aa8 5.3
:Immunodiffution assay
IgA, e liall i s oI (5 gisa il 3 jiial) e ladl) jeliall SLEGEY) 48 b craddinl
Mancini test (e JLEAL Giia y C4,C3 paially IgM, 19G
oS aile e dygla e dades il A aall aia s o8 dalea ddiag (g5l pall Gl Cums ]
620_ BJ\J;:\AJLZ\MQ_\\)JM‘\AM\&Ls;j:\.nm‘)jﬁub:\muzuahy d..ad\t_\;.u 2
e Aglalls 12-1 (e A jall GLRY) yia 8 Juaall clie (e sl Silab guas 3
Monospecific sasasilbalal sadl Juadl s Sodium Azide ¢~ 0.15% <Agaros
~ .Anti-serum
48 51gM, I1gA Uls 2 delu 72 82l o4 da 52 4D 3 Cania g o LY cile] 4
1gG Al Aacly
Al 508 i JS J g 4 gl o il Al (el o5 Lamy A (e BLlaY) 2] A &35
ol Lalal) 3yl
ALaall 58 5l dad Al AS ) (e 3 jgaall andll 3ac ae (38 jall Jsand) Jlasiaal &5 8
.MQ/AL 52~ 5 il Jaaidi 23 2895 pilae s il Adls yladl
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sl gl se G (ANt-HCV |, HBSAQ ) L) i 3-4
$253 Leas RBCy aall aall iy S 402 Y 1) jum sy (1) 5 (s das giall pan¥) el py i
) G (bl ) S giall and) dAdlaie 8 a0lE (2 yell 128 5 gLl 830 5 se )3 Le 0 5 Lgapand )
. ( Dimitrios et al., 2003; Sinniah D.and Yadav., 1981
s dass siall (aa¥) el i s e Ol A Axiall Qi gl (e g
Dua et al., 1993 ; Khalifa et 0 . 9gm/Il e ST G sl sam (e Jaliall g aall Jiidolee ]
(al., 1988
. (Desausa et al., 1989) waall = 5 )& 334 ) Ascorbic Acid (= 4lle Gl ja 2
. Spleenctomy Jadall Jlatinl clilee 3
Load 2SI gl (g gy el 5 B daad 2SI gl (s gyl oadanall duatinal) LI dusd Al 50 3
o5 Adu (30-1) pales! Cas gl i Liadl (60) Calesd Cana Jass giall (V) jaall a3 88 ia je 00 C
AU J8 cldee ) SE ) pe 2o 5 Jadall Jlatinl Y 23 54y peal) UG5 uial) Cuua Lgial
DS aie 36.4% il Guiall cria Ja glall (e sl an 8 (ya e m HBSAQ Db dss o)
Gl o)) « X2=0.32 , p>0.05 S po e s Suany) Jalaill jekal LS GiliY) 2ie 29.6% (s el
(s ol s Alal) o bl a0 ¥ 5 SV S G (55320
Ll Al g atul yo aie (1997) Ismaeil le Jeas Al il dliles el iUl 38 )
alS S G HBSAQ Dbl 4w () aa 5 Cs Jaws giall (W) jaall ad j38 (i je (g (e gl 2S))
Ll LS il g Al cp dasl 53 2 0 Vg (5 gima gt G0 05 SUY) 0 42.6% o0 o1 57.3%
Burgana et al., 1990 ; Cunningham R. ) ofialdl pas Lgle Jias Al 201 4 Biles Ciela
. (11990
eI LS 7,400 cuilSa Y 3L 18.18% (¢d LS o Anti-HCV bl 4 Wl
a5 Vg S5 S (s s e GUAD O (XP=1.05, p>0.05) S g Gy Slan ) dalail
0SA £89.100 il Las ( ANti-HCV & HBSAQ ) sl dsi o LS | puiall s lal) oy Jayl 53
Lyl 53 gagare (X2=1.04, p>0.05 ) GlS po e 325 Sban ) Jalaill jelal 285 SUY) 43.7% 5
ol ALl G
HBsAQ Ll A & ypeda 288 4 peall clidll s Anti-HCV, HBSAgQ bl 4w La
A gl e Jsi (e ¢ (>30) ¢ (20-11) 5( 10-1 ) G _eall sl 500% | 30% , 29.6% 25.7%
el QLN G (5 s 48 35 5 2o e perd) 50l 0 HBSAQ S A (85 jaiusa 33 ) lllia
(Weiner Lede Joan il miliall 46 g Ciela i) 038 5 ¢ X?= 1,091, p>0.05 A 5 !l ALaY)
el 334 ) ae 233 HBSAQ bl 4 o a5 Cus et al, 2001)
¢ (10-1) 4 eall sl 2504 | 20% , 20% , 14.2% Anti-HCV i) A & yeda LS
ANti-HCV Sl s (85 saiane sy elllia o) gl ¢ s e (>30) (30-21 ¢« (20-11)
s 5l Lo 5 4y pend) il o (5 530 38 5l 25n5 a2e Slan ) bl elal 285 ¢ yeal) 52l 30
25% , 10% , <wiSasiles ( HBsSAgG s Anti-HCV ) bl i Ll . X2=1.329 . p>0.05
Ll s 4 pend) QLA (i (5 5320 308 Q925 (A sl (Ao 35S0l A peall SN 6.6% , 5.7%
(6) IS X?=1.88, p>0.05 s syl
Ja Qllee ) painl pa jaind (All g (oata pall jae pafh A5 il Ala) caws 30k ) ellla ()
. (Weiner etal., 2001 ) sl G slS saup (& (a2l e 23S g 2 Mas aal)
(4) s Anti-HCV |, HBsAg i) s e Jladall ad ) cililee 5805 w2 Jsaa o
@l 1100% Ay Jada a8 ) Clilee (4) 5 Anti-HCV ol 850% Al Jad pd ) Clles
5 X2=15.995, p<0.05 s X?=14.8 ,p<0.05 e (35,45« Las  Anti-HCV s HBsAg
ad Jadall Y 5 ¢ Jiadall b ) cililee 5 Aba) g Uagl i elllia o) ¢ sl Je | X?=11.90, p<0,05
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45U g ) & A Juadl)
@) am plaall o ety s UL s avall delia o iy allaiinl g elidl Sleall L85 S dpaal
el Ja gkl o s e
) 5 HBSAG eaand) dmionall clalall (s Lot s pal Ji5 clilae ) S5 <l 8 (7) IS5 G
Le saul 58.3% S HBSAQ Jbiiil s o s dass giall aan¥) Jaall a3 i o yal Anti-HCV
o2 J& Llee (35) et e 81 14.49% 5 o> J5 dlee (23) e 00 31 34.8% . o2 S dlee (12)
pall J lilee < i 5 Alal) G A sine 3508 3535 X2=9.126, p<0,05 (Slan ) Jiaill jelal a8
HBsAQ _JLail deus o) aa 5 288 (1997) Ismaeil Lerle Jhas Al Ll 2568) ga pilial) Cupla N g
SV 11.7% 5 e e S8 ) g3 ) 55 il 23,50 calS pall g cililes 1S5l b bl e
O 31 9417.4 ¢ a3 Jii dglee 12 Le sl 2504 cailSé Anti-HCV U ¢ shelall oaa sall el e (1
X?=8.193, Lisale (s sina (558 pd JaAlee (35) et (i 181 92,8 ¢ o2 J& dlee (23) e
odi1 9629 < %4 4 ¢« %16.7 S HBsAgG s Anti-HCV  AS ¢y slelall a ) Wi p<0.05
. X?=8.54 , p<0.05 Lasale (5 sima (3 sy N sill e 3 sShall 2l il

O C Sl Gl G g 58 Mol g B 2l gl gyl adaud) acaiiall i) 4 (1) Jsaa
BIEN | FUEWEN UDERA i I

% HBsﬁ‘g\f‘”t" % 'I:‘gt\'; % | HBSAQ | os)l | Lasl
9.1 3 1818| 6 36.4 12 33 | Ll
3.7 1 74 | 2 20.6 8 27 o
6.66 4 1333 8 3333 | 20 60 | gsend

Jalall Juaind c¥la aae G e Lol n ye

) iy
e o
40 % 8 20 HBsAQ skl
50 % 4 8 Anti-HCV ks
100 % 4 4 HBsAg & Anti-HCV s
50 % 16 32 g sl
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50 4

:: O1-10
m11-20
. o
45 :: [21-30
40 - *4 0 >30
s
35 1 4
e
30_ :-‘:-‘:-::
25 - S S e -
o ?-c}-c?:: 1:1:
' mm m WP ﬁ < bl
20- CT T :'-::'-::'** ] i -
I|I|I :-{:-{:-:: I|I|I}<><> i i
- - i
15 . ’HR:: - NS -
2 G |I|I| :'-::'-::' IIII”-*:}-:} x - ool N »
e,} ﬁcf‘é~ I|I|I :-{:-{:-.‘..‘. J‘ I|I|I}<><> ‘9)..'\53 M‘ F :-I &* m‘m(6)d&“
|'|'| :-_c:-‘::-.‘..‘. |I|I|><><> - - {:-{:-I"..“. - .
T me RS b 4 e NN a O 4 3“3‘ ‘-P.'HY‘ JA*M
5- I|I|I :--::-'::-:: |I|I|:-<><:- |I|I| .;:'.;:'.“"“‘
e LI, =.* RS 2 2
:-:-.‘..‘. | o, 2
60 heml T
Ag Anti-HCV HBsAg&ANnti-HCV .
B el B
50_ B e S
40 -
301
20
LTI LB B 1
APs e  EmmibifEnals B 9l ) i) A (7) S
LIl < 0 ) S ! sls o gial 3
|'|'|'|?<?<?< - T ] T T = “ -
|:|:|:|:<:<:< 1 >><><=_ I|I|I|I<:<:<: ‘4.\;.&.14 4

HO\P Tl T it
P e HBSAG 1 2o AESHCY 1 HBSAGRARGIHCT oon 1BV
. (Lee.et al. 1997) ( Nosocomial Transmission ) &diuall Jala
2SI gl g b ol g () Sl gl g il e ol dmboaal) L) A ol 3 a3
285 (45-15) O et lee) Gia ) 5 Ladld (27) Glad s dpeliall KN s 3 0w Anti- HCV
Joaa A Jue Glas g a5 3hall clidee ) S5 ) e 230 54y jaad) Gl 5 uind) oo Ll jd Cuad
A (o (8 LY e 920 G el 5 SA 2e 935,29 HBSAG Sl s a5 (3)
oo S 83k salasaly g X2=0.752, p>0.05 Syl 5 S G (s sina e 3k 5 Apclinall
b4ty aie (David et al. |, 1996 ) Leple Joas (Al LGN ATilas Chela AL 228 ¢ SLY)
e ddasale 3ol hag s sina yue (LAl O 5 LY e %8 (e el S G B (ore sl 281 il
Ssima e (34 g S e 50 ¢ SAll e 23,530 <wilS Anti-HCV L) A Lal | 5S3)
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Anti-HCV & HBsAQ il i Wl uial) s ba¥) g dadd i 3a g p2e 61 X?=2.51, p>0.05
S ANt-HCV il dens o) Jgaall (e yedin LS GLY) i 50 (e (Aol 5 831111.769% <uilS
¢ (30-15 ) Ayl 2380 0431 25 ¢ 9%27.27 « HBV _luiiii) A & jglal 28 4y yanll cilidl) 0 HBV
A _padl) Lo 5 & peal) Sl (s X2=0.046 , p>0.05 (s sime (32 sl Gsms sl e (45-31)

e (45-31) 5(30-15 ) 4 penll il 918,75 ¢ %9.09 <ilS Anti-HCV I il s Lol
b yelinsa 833 5 gn Agus 5 il Alaaal )5 4y el ) (0 X2=1.18, p>0.05 6 sixa (8 sl (55 ) sl
¢ %0 S s lae HBV 5 Anti-HCV L) o Wl | jeall 330 3 Anti-HCV JLas) daws b
) S8 e G5 Plan ) Jilaill el ol sl e (45-31) 5(30-15 ) 4enll ] 9125
C(4) dsa . X?=1.17, p>0.05 Ay el a5 dgus g il Ao (g Ay sime (558
3 3925 22c (Okamoto et al., 1991 ; Semek and Polijak , 1995 ) sl (e d2e G WS
e liall BISH i je G &y peal) lidll s ANti-HCV Ll s (g 5 sina

22 Gl o Do bl 4N i je g HBSAQ 5 Anti-HCV Uil s el 5 Jsaall Ll
5 b sl 3aa) 55 50 I S5 9%37.5 HBSAQULE! 4 0 aay um aall s 30 Alee ) S5l e
axll 3 3050 )y ae 3Ly 5 HBSAQ Dbl cass 30l ) ellla o) sl . Lo sl (45 e ) S 9%462.5
aall 3k il ) S35 HBSAG ba) c Uil i dlllia o) 61 X2= 11.706, p<0.05 (5 si2e (45
$sra G s ¢ Al el ) il 9475 5 %25 CuilS 18 Anti-HCV il 4w Ll
Lal | aalh 3 b cillee ) <55 ANti-HCV bl 4 G Uasl 53 @lllia ) g1 X?=12.498, P,0.05
G sine G sl el yidll by %100 « %0 <ilS 28 HBSAQ s Anti-HCV il dus
. X?=17.69, p<0.05 L sl
axa (o C Sl Gl sy dacal 5 B sl gl g jdl ool acaiad) il dus (3) Jsaa
osind) s deluall K

HBSAg Anti-
% Anti- % HCV % HBsAg | 2l ol
HCV
11.76 2 23.53 4 35.29 6 17 BTN
0 0 0 0 20 2 10 )
74 2 14.8 4 29.7 8 27 g saxal

O C Al gl g b alacal g B 2l gl jﬂM\M\J@\W(4)d}J§

HBsAg

. Anti- <ladl)
% Anti- % % HBsA 2=l "
e HCV g iy yanl
0 0 0.09 3 27.27 3 11 15-30
12.5 2 18.75 1 31.25 5 16 31-45
1.4 2 14.8 4 29.7 8 27 g el

O C a8l el a g 58 dlaal s B asSh gl (gl adasd) sl HLis) daws (5) s

Sl Alee ) S5 G g 222
= D) D

U:‘j,)‘“ = 5 . =) ‘_,,_LAJA.“

% L poud % | Lo sl aalss e
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62.5 5 375 3 8 HBsAg skls

75 3 25 1 Anti-HCV skl

100 2 0 0 2 Anti-HCV s HBsAg skl
17.5 10 28.6 4 14 g el

s K] £139 (g plll 2l Gilgal) 5-4
( Carpenter H.A. Sl dal yal 8150 5355 Lo gl Alal) () 7 i Alall il )
Islet ) 3ila SY ) ja abaad () (S A s puill AlaY) o) a8iay Cua 1993; Krawitt et al. , 1991)
S5 Autoantibodies Asld dacal g oKis Zl) uiad Gl oo o) 3 il 48 ey danly Sull (cells
Chirap P. , ) @Sl e (A skt ba )y (Juilly s Glall dmplal) laaia) ae Jeliii b ) 52y
B Al Sal) e S8V ) aadaats il Alla el 8 Y g8 ISV s AN Ao liall o (1994
.(Chirap P., 1994 ; Bellary S. ,1995 ) ¢ _Sull (a3
Ol V) Ao adind) (5 Sl (i e G ANt-HCV 5 HBSAQ Dl A dul ja o ad g

IDDM 3 4illy 45 (40-10) p e anl 5) 5 Ladi (40) el sl i) o daiadll
Ll 5 Guiall Gru Laginl )2 Caad a8 s NIDDMAS &ssilly 4 (40-10) a2 Jlas | ciasl 55 (50) 5
S e %0 5 %14 S NIDDM 5 IDDM (5 30 O3 HBSAQ bl s 0 aa 5 3y panll
3 (30-21 ) A pead) a2l 8 N o3l e (%10 ¢ %10 ) ClS 5 i (20-10 ) G peall 228
) 8 Alaa) (ol Jansi o] Cpn (o A (140-31) A pendl Ail) 8 Nl e 950 5 %30 <ils
HBSAG — &Y O (s 5ime Tl 5 352 5 pae (San ) dolatll jelal 085 i (340 ) A el
X2= NIDDM Sl (a 3e 5 X2= 3.314 , p >0.05 IDDM (s_Sull (m sal 4y janll il
.3.80, P>0.05

5( %0 « %0 ) <3S NIDDM 5 IDDM (o &= Anti-HCV bl 4w of aa 5 LS
Anti- il A (o) Jass by () e 555830 4y paall SISl (%5 ¢ %10 ) 5( %10 « %10)
O sma ol i 3sa s pae (1S s 85 Slan ) Jilaill ekl 5 (>40 ) & eal) il & HCV
=235 X2= 1.85. P>0.05 IDDM (s _Susll (nin pal iy yarl) cilidll s Anti-HCV il casd
(6) s> . X2=7.16, p > 0.05 NIDDM Sl

o aaina) (5 Sl oam e (g inll s Anti-HCV s HBSAQ DLl casd (7) Jsas ek
%17 S IDDM (a0 (o HBSAQG Sl dss of a5 388 (ol suiY) e dainal) e 5 Cl gasiY)
((osiadl s o) G ba) 5 3 5m s pie laa ) il el 885 Vsl e Gyl S 913
Osms sl e Sy 5 S3 1109 5449% <ilS NIDDM s 1 85 .X2= 2,06 , P>0.05)
X2=2.06, p>0.05 iadl s Lball (m (s siae (34

e Sy 58U 9463 ¢ %8.3 CuilS 28 [DDM (o~ e o Anti-HCV il 4 Ll
Anti- L) A GilS Laiy . X2= 056, P. 0.05 peially ball s ) i3 sa g a2e a5l
Ll 3 (sl 2 ga 5 pre g o sl e G5 HSA 90 5 %7.5 <ilS NIDDM (o2 (= HCV
X?=2.28,p>0.05 byl s il oy

G C Sl gl g b sl g B oSl gl og il oadaial) szl il 4o (6 ) Jsaa
A yendl cladl) (e o Sl i g
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NIDDM IDDM
TS o < D.L — Z
% |SE % 20 % | 5| = |[%EE(% |[EQw| g | >
0 g 7 <I @0 0 < <7 0
ol o [of[o[o]lo| 3 Jo[0|0|O/[14]2]15]10-20
0] 0 [10[ 1 [10] 1 [ 10 [0[0 |10| 2 [10] 1 | 10 |21-30
0 o [ 5[ 115/ 32 [0[0]10]1([30]3]10 3140
0] o fof[ofolo 1w lo[o]Jo]o[0][0] 5] >40
0 o [ 42781415 [0[0]75/3/[15]6 |40 [¢sedl

On € aSh gl G sy dlaal g B sl gl (s il adand) acaiiad) [l 4 (7)) Jsas
sl s Ll e o Sl iy

NIDDM IDDM
= > = = 7] > =
6| BI| % I % | 5|0 % FIw B o] 5|
T < - T4 | < -
0 0 0 0 144 | 1 23 (0] 0 64| 1 [13] 2|16 | LS
0 0 7.5 2 |11 | 3 | 27 |0] 0 [83]2 |17 4 |24 | &Y
0 0 4 2 8 4 | 50 0] 0 |75] 3 |15] 6 | 40 |gsexdl

e sSl) 30 gally ) satlacal) it sl al ) o) i 5o 9 Ao ) 2D g 6-4
sANti-HCVg & HBsAg , Anti- HCV |, sl dvas ) o o8 Saandl 13a A (4w
o5V Ly e Ladf(71) iled Cun Ailaasll ol sally Cpallanall At jud) ol 5 5¥) (a0 (1 HBSAg
O dmg 3o (25) 5 o sbialll imyally (3 (30) 281 (U puss s 3 (1) S sanilly 5 il yu
il g uiall g ol & o3 amn (g il SR A Al )3 ol a8y 4G gla yus (15) 5 230

Ay el
¢ 5 bl e HBsAg , Anti- HCV, Anti-HCV & HBsAg bl & (8) JS8 sy
%0 « %6.6 ¢ %16.6 <S5 ¢ 28N ol 5l oam 3l sl e ¢ %100 5 %0 ¢ %0 <lS Cam oy )
%0 ¢ %6.6 ¢ g3l al )5l (sl s e %0 ¢ Yod ¢ %8 ¢ s stialll ol sl sl sl e

A ) ol s e %0
s sbialll s 2 Sl o) ol i yal S HBSAQ 5 Anti-HCV  lela adass ) sl Lia (a
eyl agabusal (i et A glialll o) ) WL Guibiaad) atana o) () 35y U3 28 il 5 Lymphama
ATl aliadll e ST 4a3le keSS
) A () g 28 Guiall e a5 ) (o se 0 HBSAQ 5 Ati-HCV il s Ul
X?=0.633, P>0.05 Aan) dolaill el 485 9%8.1 VI 5 %14.7 5583l b =ilS HBsAg
eyl ) A L) U o3l ) i) ol 58 68 daill o3 ()5 Adball s puindl G da) 3 3 5a 5 pae
%35.9 <uilS 28 Anti-HCV bl v Lal | o siall Gaan¥) sl a3 i o jal SEY)5 S
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AlaY) o dad S asa g ate X2= 2,68, P>0.05 Suasy) Jidaill jelal 28y Nl e (>56) 5
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Rl g gt &l Gl

A g pdl) 2l ilbiletly Gubaaal) J guaa (8 dpay SN cilblladl) 7-4

=0 58S Al 13 Juadl 8 GOT 5 GPT, ADA , Guanase <l xY) A llad ul 8 2 ey
o ey 1Y) 038 (5 gian Sy Ena ¢ 28N g Lo ali 5 4 ) Gial jeY) (S el g il
.(Jones D.D., 1983) el dball) dayis 4pasll LAl 33l ) ) (530 Jaadll

Lol LY e Apaddi Gl glaa Jlaxy 2ol 3 ADA 5 Guanase o JS bl Gibé ¢
(Galanti et al., 1981; daui¥) ye ;K J8de )oall GOT 5 GPT bl auay Laa G301 (S
S5 o il Gaar ) ) o 588 am e arasdi a3 4 all o34 5 (Binsshort et al., 1996)
il a8 LLaYl g o3 e Talaie) aulae S ) 5 jil) 2SI Clgilly cpubaall oy Y15 deliall
(Anti-HCV)L Lass 12 ciledd 430 de sendl Ll HBSAQ = Lhas Ladi (13) sV de ganadll
<l aa | wili]] 4 A 4 e}‘\_;ﬂj\ | D |
.(Anti-HCV s HBsAg )=

A pall SV psan (& g il Ag?l\ Gl Gubadll Juas A& Guanase dallad Cueds ) adl
t=28.95, p< 5t=13.80, p< 0.05 Tan 5 1S & gina (35 s 5 5 lasuall de sanas 4 )la %100 dpnsis s
oY) (i e s Ao liaal) <0 5 Jaws gial) aan¥) jaull ad S o yal « t=11.57 , p< 0.05 5 < 0.05
sl e

532506 £ 58.6 5 1+18.71,1.8 + 13.25 oubadl & Juas 4 G, Llii Jase &l
C Vsl e a5V (e e lial) SN g das giall Gan¥) jadl ad 8 msel S\ dpdlle
3.94 53.26 +27.9,1.25 + 19.3 O\S sihu siall pan¥) sl a3 i o sal G, Adllad Jona Ll
HBsAg & Anti-HCV , Anti-HCV, s sl 2l Gl pulbiad) Jas 8+ 45,06
. sl Jle HBsAg, HBV

491 +62.12,4.17 + 51.58 O\ s e liall LS i yal G, Alad Jasa Ll
HBsAg & Anti-HCV, HBV, Anti- 5 (o s_uil) 280 Glgils gabiad) Joas 44,1 + 71.82
ilS Akl o sally uadleal) ol ) V) ia sl G dallad Jaxa Vsl e HCV, HBsSAg
HBSAQ & (sl 2SI Clgilly pubadll Jume (80 + 76,9 51 + 19.35, 0.8 + 11.53
O Jamewr 30 Alladll Jane el (358 12y 53l e Anti-HCV, Anti-HCV, HBsAg
ol ad 538 (e 3Y) Aladl Jaxe el sa s HBSAG & HCV I lelall de licall 4 (a1
(1) d83 Nl e ol s¥ 5 o giall ()
2 5 Cua (Kalkan, 1999) 4de Jias Lo sl ey Lple Joas Al Guanase ) sl g3l e

gl a5l 1,76+0.08, 2.3740.19, 2.71%0.36, 2.23+0.24 Guanase a3 idlsi Jaxs o
(Sl Je s hudl de saaa s ANti-HCV (o 05 (0l 5 Sl HBV (o 52l 21l
Al 5l s il el bl Juaa S oxgadall 4dalis (5 sl hading Ladl (ADA) a3l Wl
(Erel O., sl 28l Clgilly pbiadl) Juan 8434 0ad Aef calas s b (5] jiall ans)
il il jall 5 Al pudl YN Gle) & Leadll ADA Llis adi 5 .1998; Bissbort S.H., 1996)
.(Bissbort S.H., 1996) <tiw g sl (la g A Ua pus (ia e A Allad £ 185 ) WYL 33 )

doal (g0 A yo Ala 34 (3 (oan 5 il 280 el o) i (8 ADA Alad i)l I
t=52.0 , p< 0.05 s sale 4y sina (33 5 Gbiaall ye Jemn (e A4illad o % 94.44 sy Ala 36
dpeliall i) g b giall V) jadll po 8 i jal 1=29.21 , p< 0.05 ¢ t=39.41 , p< 0.05 «
46 +18.95 1.5+ 3 hrulic sane duas o8 ADA bl Jaes gl sl e ol )53 iy
daelial) I g o iall () jaall ay j8 s jel (JU/L) A \Aalle 33519 + 14,9 515.14
sl Sle alysY
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1.93 +62.04,1.09 + il sk siall Gan¥) sl a3 S8 o jal ADA Al Jans Ll
HBsAg & Anti-HCV, Anti- sl 280 Gl pbaadl) Joms 822 + 67.6 5 59.56
2.4 +845, 24+ Aeliall ) ia je o 4llad Jaee il 85, N5 e HCV, HBsAg
HBsAg & Anti-HCV, Anti- s sl 20 gl ppbaaall Joms 8.2+ 96.5 5 76.82
0 + 513 +69.2,1.4+ 58.17 ol s¥) (oia s O 4billad Jana Ll 153l e HCV, HBsAg
e HBsSAgQ & Anti-HCV, Anti-HCV, HBSAQ (sl 25 el (uladl) Jias 14 96.8
s HBsAg I sl duelicall 2SN i ye (s Glass ADA 53500 Allad e B 0 66 1305 N 5l
A0 Yl gyl 2SI gl am e 2ie ADA a3 Alland L 51 ) 5,(12) S5 Las Anti-HCV
(Sullivan et al., 1997; Galanti et al., Gfald) e dae Z0U0 A68) g0 Cela 3 hayull de sanay

1981

aall e T Jaal) 8 Lgdalis 850l 5 ddaade S cpa) Ao ganal ABLN Loy 31Y) Ll )
il 5 (5 gaall eLitin¥) g Al Aliaal) oLl 2SI ial ey Al die axlis 531 laiallyy aglall
S ed 1ign s Allaiall jeall anll by S e DUl (5 san () el Jomal) 3 i g sl oy Sl
Adenosin deaminase, «siwe ol Gps (. ladh 2SI (il yal igaa e dalin Jay of e
.(Jones et al.,1983) ux=! y¥! i Juadl 3 dllaill (o oanda (5 sives an Guanase

36 Joal e dm je A 32 (3 e s i) 2 gl cpibiadl) Jhas 8 GPT ddlad Cundi
Ae sanar 40 jlie 4k sale Ay sima (99 853 slarll ¢ sane Juan (e 4l (o 0 88.88 Ay ddla
a3 m < t=16.66, p< 0.05 5t=31.98, p< 0.05 s t=6.46, p< 0.05 5kl
sl e al Y1 daeluall 400 5 Jas giall (V)
\ialle 3025326 + 13.3 5 1.7 £13.3,1.6 £ 11.9 (badl ju& Joas 8 GPT bl Jara &b
Olangads | Il ool s¥) s delivall KN g o giall aana¥) yall oy 588 o sal (TU/L) LA
35 +38.6,3.1+ 52.8 +17.6<ulS s sidll V) yall a3 58 el (GPT) dalled Jaxe
e HBsAg & Anti-HCV, Anti-HCV, HBSAQ sl 2SI (ilgilly aliad) Juas 4 30.6
246+ 8185 4.8 +70.2, 44+ 59.2 Leluall LN i ey aillad Jona gly 385 5l
S5l e HBSAg & Anti-HCV, Anti-HCV, HBSAG (e sl 281 Clgilly (pubaall Jone
- a ( Aillad Jana Lal o)) 391 Jass giall (mans¥) sl o 588 (e o 53S0 Aladll Jama e ga s,
sl 2SN Ll (pladll Jame (826 + 133 525 + 69.5, 7.7 = 46.7 56 sV
a3 Alad el )55 13605 (13) IS8 sl e HBsAg & Anti-HCV, Anti-HCV, HBsAg
U GPT s i (e s, ANti-HCV s HBSAQ ) sl dpelall 20S0 i ye (g Cilas GPT
35.91 + GPT 4ullad Jana Of a5 (oung_pail) 2l gl im pa agiinsd 3 ie (pfiall) Gians Lgale Joas
e 5 harull ie sena s Chronic HBV, Acute HBV I 17.29 + 3.4 6.87, 27.67 + 4.64
sl

i 36 dual (10 diia je s 31 (A a5l 28 il Cpibiadl) Juas 3 GOT 4lad Cunds )|

51=15.46, p< 0.05 Alasale 4y sine 3585 Galma ol Jaan (e aillad (e 9 86 Arasiy 5 LS
13 +118, oxad) e Juas 3 GOT Ll Jame &l t=25.0, p< 0.05 «t=38.06, p< 0.05
e al s (e s Ape linall Al g o i) (V) jadl oy 88 el 17 £115¢1.1 1+ 11
469 +18.2,2.93 + <uilShugiall ¥l el oy j8 e 3 GOT Aallad Jarae Wi, 5l
HBsAg & Anti-HCV, Anti-HCV, (sl aSl Gleills pubeadll Jhae 3 2.9 +27.2 <12.4
7.2 £55.6,4.4 + 40.6 %cliwall LN i pe Gn 4lllad Jare cali 5 Vsl e HBSAg
HBsAg & Anti-HCV, Anti-HCV, (sl 28 Gl pbad) Joae 2 65 + 78.3
Sl e HBsAg
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activity of Guanase mg /dI

ALY gl

&l 1) Juaidl

Onbadl Jan A0+ 76¢3 +44,4.4 + 26.33 a5V (oia e O Aldlad Jara Cazly 8
C(14) K&a . Dl Je HBSAg & Anti-HCV, Anti-HCV, HBSAQ (- 5_dl) 281 gl
Gl 3 k) e anay 40 )l gl 28 Qlgil) ia e 2ic GOT il Allad g1 )
.(Kalkan et al., 1999; Valls et al., 1990) sfiald) (4 a2e milis] 458 4
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activity of GPT mg /dI
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activity of GOT mg /dI
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plos¥ g A lical) S g Jan giall aan¥) jaal) ad J8 oida ja C GOT aui) dullad (g giana (13) JS&
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(2505 150 5100) >—S) i PHA Adalll @l jla Gall (3w (e s S alasi wlila s giall (o oY)
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Rl g gt &l Gl

Oalela (ala 8l 4l ale i 231N de ganall 5 (e 3all (B) (o sl 2S1 Clgilly (alias (ala i
. Anti-HCV 5 HBsAQ dl (plala paladl (7) lad 288 dxyl )l de senal) Wl (ANti-HCV)A
S5 alasiuly 8 plapill de semay (gl 2SI Qg A jal ) J gaill 4 giall Al Gl o3
Caad) T siall Gar V) el oy 58 s ye die clS i (250, 150, 100 ) PHA (e dalis
Jalaill yelaiady s e 45743 ¢ 30.31+2.9 520.17+1.1 Janas B (o sl 2SI Cilgilly
ol aga g M sall e t=3.92, P<0.05 ¢« t=10.42, P<0.05 ¢1:16.62, P<0.05 Slwasy!
$19.75=1.4 Jrray &S Anti-HCV (=2 e 2ie 5 8 larwll e gana g ulaaal) (o (5 5320
t-10.42 , « t=15.59 P<0.05.basy) Julasl) ebal ag Sl Ae 44.19+3.6 < 30.22+7.7
3 sl e gana g Gubadll o b gale (5 gine (aldds) aa g 385 M) gl) e t=5.06 P<0.05 « P<0.05
HBSAgQ & Anti-) =a e die 8l e 2514+42.4¢21.02+2.2¢15.54+1.6 Jaray CilS Loty
ke t=21.38 , P<0.05 , t=17.05 P<0.05 , t=19.1 P<0.05 Jlas¥l Julaill ,¢lif 335 (HCV
a3 jlaridl aaalas Lal 3kl Ao gana s lba) i (5 sine (aldad) aa g 35 ) il
(15) dSa s Jle 50.8+3.3 , 44.944.5 , 38.46 +3 lS 8 dus 5 5l

PHA phaainly cdalll Jpaill 4 giall dpwill o a8 8 (sl ey Lgdle Jaas ) &30 (a
Laliss) elllia o a5 Cus ((Fisher et al. 1996 ) 4ule duas La sb i g il 281 il oim yal
21.04+1.3) ¢ ( 25.9+208) Jamar il a5 jlaradl Ao gana A lie (alll Jgaill (b U sala Ly sina
(sl e 3kl de gana s (e jall g ladl s s sl 2SI gl (ia jal (45.545.7 ) 5 (
30l Sl QL abiaal) Jaw siall an V1 el o 588 s jal dall) J gadl A lss o3 LS
Gl il il \ bl je 5 SHe 200 S s% Concavalin A plasinls (14) Jsas 3 kel de sanag
t=11.37, p>0.05 L sale (s sine Lalidilis 21.822.7 Jiras 3all B e s il 2 Clgill a yo ic
oy (e ol B (o g_pll 2l Ll (aim yo aie Gl 5 5l de panay 45 )l Galbaaall o
Jirass 5 olarall A sanes & s uboaall G t=4.42, p<0.05 L sale (5 sina aliailis 18.85+2.2
2 gl iy 2ic 5 t=6.8 , p<0.05 (5 5ne saliails Anti-HCV (o s e 25.23+2.4
out= |, p<0.05 s sine Laliail 5 15.47+2.6 Joney il 5 ANti-HCV 5 HBSAG oo s sl
(16) JSa 5 lardl de sana s (ubiadll

Leliall LI o a pal Sl Janill JLgal ol yal die 0 (5 sine (mliail 3 ga g iliill < jela)
ConAs illialal g 5 Sia (25055 150 5100) =St PHA dsialll )yl all (ya (e 3 alasialy
¥ de sanall il (e gane (A Galeaall (i pall w03 285 sillia\al 2 5 Sile (200) DS
ANti-HCV A fplels cilel 368300 de ganall Ll HBSAQ Hb (mbas palill 4l

Ae gana g oyl 2SI Clgilly (uliad) Ao Liall AN o el aalll J gl 4 giall Al cilS
cebadl Sie il e 5 Sila (250 , 150 , 100 ) PHA (e &dlida 3 55 aladialys sl
oabidily Vil e 45.7542.8 | 33.4522.8 | 27.28+4.5 Jira HBV (e s il 280 gl
Otaadl (g 53 e t=7.88, p<0.05 . t= 6.67, p<0.05, t=7.66, p<0.05 L sale (5 sine
42.242.9 ,32.25+3, 28.16 Jyas ANti-HCV (sl 25U lill aim ya die 5 jlasudl e sana s
Sl t=8.40, p<0.05 . t=8.46, p<0.05 , t= 7.33, p<0.05.5 sixe (il N sl e + 3.8
 (17) JSE3 phanall de gana s Gubiadl o 15

de sanay (oo gl 2SI el abianl) Age Liall AN o jad Aall) J gadl) A s o3 LS
Goa yille\ ) 2 5 S0 200 S 53 Concavalin A (e ddliae 380 i aladinly (18) JS& 3 jlasdl)
t=1.95 , Lagale (s sina puliails 22.8+2.7 Jrnas HBV (o sl 2SI gl o m je 2ic cuilS
18.6+2.4 Jrass ANti-HCV (o 3o 2ie oS Com 55l Wl A e sana s bl (s p<0.05
bl de gasa s Gubiadl (i t=4.2, p<0.05 (5 si2e (aliaily
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Ae gana g A g il Al LAl i ja J gan (B A Lial) il g olSY) (5 giusa 9-4
: 8 o)

Sl gl aia sl Gy, Cg acinall s 5iusn 5 IgA, 1gM, 10G 21zl (s sise (e (5 il ad
Oxbas paladl (6) clad (Y1 Ao sanall AL JSEIL 5 anelae GO ) Lpapal 28 s gyl
B (sl Al lgilly (abias (aladl (6) e Al de gaall 5 alall B (o s_padl) 2SI gl
(5 sianal Al all s2a il & il Cus ANti-HCV Gilels (el (6) caleds 2l de ganall 5 () 3l
ANti-HCV (a0 (el 5 Al B (o5 _adl) 2SI gl ia jal [9G i o Liall (55161
t=67.3, p<0.05, t=15.7, 5 hamull de sanas 45 e Lo gale (5 sima gL )l 35 5 3 jlaall Ao sanag
127.54238.5, 2164.9£303.3, 1139+218.9, Jr=ayp<0.05 t=72.5, p<0.05
IGM oo Liall (s IS (5 sinad Al yall o3a il i jelal LS (19) U< 5l e 2203.6+446.9
g & ) Jas 5l Jasd 3 ylasdl de gana g ANtI-HCV (o 09 (0 3l g Al B (s g il 2SI Gl o ol
sl e t=29.5, p<0.05, t=9.20, p<0.05, t=28.3, p<0.05 5 hsdl de sans an & lia (5 yina
‘—Ai.(20) JS Mgl e 13.1420.33, 225.8+30.60, 131.8423.52, 240.2+46.39 Jazxass
ANti-HCV (a0 5 e yall g dall B (s g pdl) 2SI Qlgill aia jal A (oo liadl Gl s sISI (5 giasa
t=35.4, p<0.05, 5kl de sana s dlal) (b sale (5 sine gl ) clllia (IS 2885 )lapid) de ganag
218.9+31.45, 449.2+72.58, 249.4+44, Jaxars N5l e 1=5.6, p<0.05, t=38.6, p<0.05
Lol s () il 481 g il o8 ol 385, (2]) JS5 b poam g LS N s e 461.1467.8
Al o gl 2SI QL) aim e G Ao Lial) ) g oSN (5 glna (e 43l 30 A (Harris C, 1990)
6 simal b gals (5 sima gl @lllia () aa 5 Cua cONtrol 5 ksl 4c sene s chronic o=l s Acute
IgM = Liall Gl 5 1SN (5 i 8 Ja gl (g sina (3,8 (5l 2y W1 4815 |GA, 190G (o= lial) (g 518U
Bkl de sanay 43 lha

(s a3l 5 Aall B s s il 28U gl i sl Cg paiall (5 simsa s (gl a5 LS
4l Galaall G aaiall (5 siuse (B A gine LB g b () ygdai ol 53 slarill de sena s Anti-HCV
o g0 LS (5 e 121,56, p<0.05, t=0.7, p<0.05, t=1.60, p<0.05 5 harad e sana
L W53l e 121.6+32.68, 118.1+37.4, 105.232.5, 125.9450.4 danass ¢ (22) IS4
3 kil de sana s ANti-HCV (oma e s (o el s dladl s g il 2l gl pia jal Cfp il (5 sasa
t=0.416, p<0.05, 3kl de sanas 43 lia (pbiaall ( aaiall (5 gie (B 4 ine il 5 5 gl elai 18
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Summary
Hepatitis B and C may be considered from the most common diseases

problems in the world. This work were planned to study the statis of these
diseases in the hilla population through clinical and serological parameters.
Population groups with thalassemia ,artificial kidney , Non insulin diabetis
mellitus and insulin diabetis mellitus , blood donors and cancers patients
under chemotherapy treatment were included.

HBsAQ titers patients with thalassemia, hemodialysis, IDDM, NIDDM and
Cancer under chemotherapy treatment were 33.33%, 29.7%, 15%, 8%,
11.3% respectively for HBsAg 13.33%, 14.8%, 7.5%, 4%, 4.3% respectively
for Anti-HCV antibody and 6.66%, 7.4%, 0%, 1.4% respectively for HBsAg
and Anti-HCV antibody.

HBsAg titers for the patients of thalassemia, hemodialysis diabetic
mallitus and cancer patients appeared that high prevalence of virus was in the
age group of (<30), (31-40), (41-45) and (45-50) were 50%, 31.3%, 30%,
20% respectively. For Anti-HCV antibody the recorded titers for these age
group 25%, 18.8%, 10%, 8% respectively. For (HBsAg) & (Anti-HCV) the
recorded titers for these age group 25%, 12.5%, 0%, 4% respectively.

The activity of Guanase enzyme rised in the serum of 26 patients with
hepatitis in from 36 cases (72.22%) in comparison with its activity in serum
of healthy individuals. With Significant increase (t=13.80, p<0.05) in
thalassemia patients, (t=28.95, p<0.05) and in hemodialysis patients and
(t=11.57, p<0.05) in cancer patient.

The activity of (ADA) enzyme rised in the serum of patients with hepatitis
in all patients (100%) in comparison its activity in serum of healthy
individuals. With significant increase. (t=52.0, p<0.05), (t=39.51, p<0.05),
(t=29.21, p<0.05) for thalassemia, hemodialysis and cancer respectively.

The activity of (Calutamic pyruvic Transaminase) record significant

increase in (30) patients from 36 cases (83.33%) in comparison its activity in
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the serum of healthy individuals. The activity of (Glutamic-Oxaloacetic
Transaminase) record significant increase its activity in 33 patients from 36
cases examined (91.66%) in comparison its activity in the serum of healthy
individual (t=15.46, p<0.05), (t=38.06, p<0.05), (t=25.0, p<0.05) in patient
with thalassemia, heamodialysis and cancer respectively.

Significant increase of 1gG, and IgA among Acut HBV, chronic HBV and
as well as in patients with recorded Anti-HCV antibody in comparison with
control groups. While no significant increase observed in C3 and C,4 levels
among these patients.

The serological tests confirm that significant decrease had been observed
of total W.B.C, neutrophiles, basophilic, lymphicy and monocyte level in
patients in comparison with the control groups.

The lymphocyt transformation showed a significant decrease as well in the
capacity of lymphocyte to be transformed in patients of thalassemia and
hemodialysis in comparison with control by use different concentrations
from (PHA) "100, 150, 250ug/ml* and Concavalin A (ConA) "200ug/ml".



A Seroepidemological Study of
Viral Hepatitis B and
C In Babylon

A Thesis

Submitted to the College of Science University of Babylon

In Partial Fulfillment of Requirements for the M.Sc. in
Biology/ Microbiology

By

Amad Hadi Hameed AL-Hammami



	TITEL_E
	55
	1
	2
	3
	4
	إقرار المشرفين على الرسالة
	توصية رئيس قسم علوم الحياة

	5
	6
	7
	8
	9
	10
	11
	12
	13
	14
	15


