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Bysear (plsudl anall sladin) ae ye Wl cInsulin-dependent diabetes mellitus (IDDM) sl s
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CAlsdY) sass dadags «Noninsulin-dependent diabetes mellitus (NIDDM)  cplesd) e adiaal)
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T1D- Type 1 diabetes Jg¥) kaaill g8l (e 1-2
—tduadldly Ads pi 1-1-2

Slead) Jary 3 Aaalyally Agahall (s & ks ) Autoimmune Disease 4glill deliall Gaalyl aal 58
Al delidl e Aggaall WAD 605 (bl 8 sl datid) B-Cell by WA aphas e ol

.(2002¢554William ) Islet Cell Autoantibodies 3ila &Y e WA salas Lilusl

e IS a4 (Juvenile onset diabetes) slaall 5 sl S Sl (mye o Js¥) bl e
aladY) 4 cliayy 48l delid) Galyl e 225 (1 2000¢ 530 Philip) 4w 30 — 6 g &LYI1s <Al
oSl 3ae s b cdondV) 558 AN U LA dadase 4510 Ao lie latiad dison sy (55805 ud) s
Lol ae Sl (e aaill 138 2330 (2008 Barker s Taplin ) Gy WA I deage 23513 slacal 1) 48y

(12005¢ yssals Griseri) Ly WAL 3 peaall T.CYLOXIC dradl LAY

5SS Al B3l alsal 038 ey (oSll el Cbad) sl Tangty hlad (K dage Julse cllia
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& 3l Agaall Gaelsall o Cam & aall 8 PH (mlassl ) ol 8 dpcaalal) dua d salll o tissue
Acetoacetic ) <Llall =als s (Ketoacids beta hydroxyl butyric acid) gasla I Ledisas 2 b i) A<l
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Antibody Sandwich ELISA method.

Antibody is
adsorbed to well.

Test antigen is added;
if complimentary,
antigen binds to antibody.

4
X

Enzyme-linked antibody
specific for test antigen then
binds to another antigen,
forming a sandwich,

Enzyme's substrate (o) is
added, and reaction produces
a visible color change (e).
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320ng/L Standard No.5 120pl Original Standard + 120ul Standard
diluents

160ng/L Standard No.4 | 120ul Standard No.5 + 120ul Standard diluents
80ng/L Standard No.3 | 120ul Standard No.4 + 120ul Standard diluent
40ng/L Standard No.2 | 120ul Standard No.3 + 120ul Standard diluent
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800ng/L | Standard No.5 | 120ul Original Standard + 120ul Standard
diluents

400ng/L | Standard No.4 | 120ul Standard No.5 + 120ul Standard diluents
200ng/L | Standard No.3 120ul Standard No.4 + 120ul Standard diluent
100ng/L | Standard No.2 120ul Standard No.3 + 120ul Standard diluent
50ng/L | Standard No.1 | 120ul Standard No.2 + 120ul Standard diluent
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16ng/ml | Standard No.5 | 120ul Original Standard + 120ul Standard
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8ng/ml | Standard No.4 | 120ul Standard No.5 + 120ul Standard diluents
4ng/ml | Standard No.3 120ul Standard No.4 + 120ul Standard diluent
2ng/ml | Standard No.2 120ul Standard No.3 + 120ul Standard diluent
1ng/ml | Standard No.1 120ul Standard No.2 + 120ul Standard diluent
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9ng/ml Standard No.3 | 120ul Standard No.4 + 120ul Standard diluent

4.5ng/ml Standard No.2 | 120ul Standard No.3 + 120ul Standard diluent

2.25ng/ml Standard No.1 | 120ul Standard No.2 + 120ul Standard diluent
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Statistical analysis—:Auaal Juail) 3-3
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P <) p-value ded culS 3 Auhall paslae G hax lle Liloan) AN (53 (goine 38 25as e ¢his (25— 5)

(1-4) Jgal 5 (1-4) Jsaall 3 LS (0.001

Dléml diayal) () JST e anly a5 ((TIDM) Js¥) Jaaill (e g8l (mye Aplay) Jana 2a)) 38

(2011 « Rewers sForlenza ) allell slail paea & JalaY!
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83l B s Led ey cpysll 8 a3l ) Lad A8 (2008 <y Al Harjutsalo) 2005 ale 4 4

(2011 <5415 Hulkko) (TIDM) (gayes 4LaY)

ol duailly Ayl i sans i3 (1-4) Jsea

Age of study groups
study groups N Minimum | Maximum Mean Std. Deviation
Patients 70 1 16 9.4286 3.34738
Controls 20 5 25 17.25 4.17858
Total 90
T 24.21
Sig. <0.001***

P<0.001 las Jle (551 Jlan) G any =FF*
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desene W (%44.30) dssins SV e (31) 5 (%55.70) damsis 48N (5 (39) ¢ Aue (70) ausis JsY)
O (16) ¢ due (20) psiy (ompall Ao gana go Al (mpe sU Cban sl AR Ao gana (A5 Bylasd
JSall 5 (24 ) L) Jeaalh munse s WS (% 20.00) daaiss SUYI (e (4) 5 (%80.00) Apsins ,sSA
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ol dadlly dpal) (0 pana g} 55 (2-4) Jsa

sex of study groups
study groups
Sex i
Patients Control
Count 39 16
Male
% 55.70% 80.00%
Count 31 4
Female
% 44.30% 20.00%
Count 70 20
Total
% 100.00% 100.00%
G 3.86
Sig. 0.049*

p<0.05 (ssime JSlaa) @) aag =*

syl Glladdl GV axe A e JIS) (el Gulaadl HeSAl axe dos o) llad) Auhal) A i yell
dad culS M gpeindl Gn ddlasl AN (63 (gsiee ()8 35 aw

(p<0.05) &) o) ( 0.049% )J 45Lua p-value

(2001¢ eliall DAY iy & 8h ) Al Cligeed) COlEse ! o ey
Gametchu 5 Watson) ass of sl cuiy (g)al ciluls s Al

G e B 3say pe ge Gl Ombiad) SeSA aae B e ST Gyl Glladl Sl s

opiadl o Adlas) AV



G A @9 e lhasy W adll (2016 « Khalaf)  (2007,c55,3)5 Sharifi u)all aslas )

GROUPS

M patients
M control

Count

Male Female

Sex

il Apuilly Al i sana g3l (2-4) JSl

A pand) URY Guus Auhal) o gana 2385 34
Gl e Aehge cilSy Al (16-1) (e I g5l =Sl el Gubadl ad) leel cangly
il s A ol a8 L (15-11) Agpend) sl goliall cipelal a5 (3 — 4) Jgaall 8 Aaasall 4 pesll
jib gyladl degene Wl %140 dasiys 20(20-16) dypeadl 23l 8 Ao Uag) il Lad %45.70 \giss
G Gl (IS a1 L (3-4) Jsaal) b A gall Aypenll Wl iy dehpe il din (25-5) atjlac Canglyi

58.81= P-value ied culs 3 Aubll awlae o laa Alle dflas) ANY ) (g5ine

1(3-4) Jsall; (3-4) Jsall i LS p < 0.001



4 yand) LAl ity Aufall Jis gana auigi (3-4) Joia

age period of study groups
study groups
Period i Y P
Patients Control
Count 11 1
1-5
% 15.70% 5.00%
Count 26 0
6-10
% 37.10% 0.00%
] Count 32 4
age period 11-15
% 45.70% 20.00%
Count 1 14
16-20
% 1.40% 70.00%
Count 0 1
21-25
% 0.00% 5.00%
Count 70 20
Total
% 100.00% 100.00%
X? 58.81
Sig. <0.001***

p<0.001 laa Jle (ggina Jlas) G aag =***

bl aai 8 4w (19-10) 4l <l elal Jo¥) Jaailly Lla) clane 53l of Aale il el
aall dals ol e Db duial) ligesel) ssime 3 gV fl Aaje b Gaas l dalidl
Weets ; 2002:Gale ) uiilly sauall slea¥ly 43ail) o sug Ll Jalgally ol Uingl 25ny 285 Gl
(2007553

S Akl Aaje B By J5Y sk e sale (K1 ae (gl (b Giaag o) (Sa (oSl e (e daail) 13
(2011:Kinp) il .(2009¢gsals Craig) Sudl cVla aun 0 %(10-5) Lot Jiags )yl Alaye

09 b A(14) jee B JEY) 4 Clay a1 o Lad



a0 GROUPS
M patients
M control
30
20—
10—
u—
15 6-10 11-15 16-20 2125
Age group

A pand) LN Lpilly Ll e sane aaisl (3-4) Sl

aally Llal) Baa cuun uasall Ao gane 4-4
o Llay) ae Crad 5 sy (mpaly LY 500 s el Ao gene ppall &3 Al 238 b
Slila 36 aaie OIS A (2-1) s2dd Gajally Gubasll JEbY) dse J5Y) de genall Crias ¢ gualae oy
Ciled A de ganally ik 26 asate IS5 i (4-3) 520 Giajalls Gubiadd) ciled 38 456 de ganall Wl
A aaly dib Ay (6) e 5S) 3l aay JUkI7  aaaie S5 Clsin (6-5) 3ol (el Guladl
sadd A Gaitall cubll (es ladl Jikll Ble DA e Gyl Dl sad closledl Lo Jgeanl

oanal) Jilall Al e Capsly (ayall

(4-4) Jsaad) b LS %40.00 dousis s (2-1) (& A o) cadae) ) apally Zlia) 520



carall el Baa i pujall A gara )5 (4-4) Jo

durations of disease N %

1-2 36 40.00%
3-4 26 28.90%
5-6 7 7.80%
>6 1 1.10%

Total 70 100%
X’ 45,54

Sig. <0.001***

p<0.001 las Jle gsina Slanl Gy angy =***
Cun Gapally Ll 5ae s canpall desanad lan e (gsine (38 35ms Dllall Aulyall 5l < el
LY sae Of bsams cpdl) il e aaall ae Aagull b3 cidlgic p<0.001%**= p-value ied culs
s Welch) « (2007¢y5,4ls Dabelea) « (2012Saleh) «liclas jgedarg (apll o 2Dle | (il

. (2004.Zib

¢ &5l ) bl aal say ¢ ol GV sa Sl ela (e gl 128 liclias (g
¢ ACidoSiS sl Laliaeal Cigang ¢ Ketones isasll aluaVl oSlis ¢ gl Plaeyly a€all Pl
Sall i) ol & 5SIKH R QAN ¢ ) Caliag A8l a3l Sl jus el Gl (il

.(2002:Chase s Rewers) saspill Al vie Lals Lga S 7200 dray lae hlsll (g5idlly

Agpendl Al 2gais %51.30 caly Cum S Auadlly el LD L o) of il ekl
p ae L 15-11 5 10-6 Appenll lisll 3gais %38.70 dpss Jlof cul€s Gl dually 5 4awl5-11

(4-4) J<ally (5-4 )dsa) B LS Apead @y goall Gl digme (B3 dsag



Ugihll g & ek Al Autoimmune Disease agldll delidl saalyl aal gV gl (Gl aye day

& ol Al B-Cell Ly WA ahaas e e lid) Sleadl Jexy 3) ¢ (1999¢05,3)Sami ) dda)yalls

Islet Cell  3la,S e WAL solcae Lloal 483 delidl oo Wggudl WA &, Ll Sl

Slee¥T 5 Agilall Aaye b legud Aiajall Gabe¥) ST a5 ¢ (2002405553 William ) Autoantibodies

¥ Saall S el L g ¢ opdldl B aie padll) E}A; Sl iy Allad) 8 Cp T G (g0

G aiallas e dlls 5 Ketosis 3 ge LIS Jagiyy Soll ol uldll JSall gy . O u (50 paddy

68 Bl aas LS ¢ cinall JS) i ¥ (Sl 3 B-Cell by WA 5 5 oy gl 1 3 oyl g

sk « Human leucocyte antigens (HLA) dpill slawll aall WA Glacaiie an aa goill 120

EL- sWarsy ) sVl o agiln Jish (pacine Jaaill 13y () sibiaal) praays dgidall dlsja 8 Jaaill 12

sl A ganal (uinlly Ay penll A6y ABDY) (5-4) Jgia

( 1999.Hazmi

age period and sex of patients

Age sex
group Male Female
Count 4 7
1-5
% 10.30% 22.60%
Count 14 12
6-10
% 35.90% 38.70%
Count 20 12
11-15
% 51.30% 38.70%
Count 1 0
16-20
% 2.60% 0.00%
Count 39 31
Total
% 100.00% 100.00%
X? 3.09
Sig. 0.37"°




Sex

B male
B Female

Mo. of Patient

15 6-10 1115 16-20
Age group

el As ganal (uiadly Ay and) AGdl) (o ABSad) (4-4) JS
LLaY) Baag Ay pendl 4adl) o ABMaNG—4
Glel o8 L 1511 pendl 2580 350 2-1 (g 32all Guliaal) apall G dushyall 53g] alial) gy
el A3l A ef cul€ @l 4-3 e cbaall Al W %444 cialy cua il 3L (e A
Ll 5-11 a8l dew tef cilan (560 Wb Cilgins 65 (e dbal) 320y %46.2 caaly Cua i 10-6 (e
& WS Gmpally LoV sy Guinll n Aysies (3508 2smg 2o ae Jsil) e %100.0 5 %714 cily G

- (5-4) Jsally (6-4) Jsaad

Al o sale ey ¢ Sl el Gaganl Gy LG 5 e IV Jaail 8 ampal) s3] el
SN G PO sl Rl GUNL il e apen sl e delsed Gipeill S Ayl

(1996¢55. 415 Breyer ) Jalsall o3¢ Sl B WA e %90-80 (jla A daging ¢l Sal) &



o) JERY) o ang 3 o) Jlo adiadl) Sl oly uglii 8 seamll) ) A il o
JERY) Flse culsmid) alimall slua¥) (3055 agadl ks Cogm 530501 3my JY1 el 3 Rl Gl ()l

(19845215 Brosh Johnson )asiall de il (zalpels Lba¥T cast agaal (aids ) cula ol

sl s ganal L) §aag Ay pand) Addl) (y A8l (6-4) Jsoa

age and duration of infection
Duration
1-2 3-4 5-6 >6
Ls Count 8 3 0 0
Age % 22.2% 11.5% | 0.0% 0.0%
Count 12 12 2 0
6-10
% 33.3% 46.2% | 28.6% | 0.0%
Count 16 10 5 1
11-15
% 44.4% 38.5% | 71.4% | 100.0%
Count 0 1 0 0
16-20
% 0.0% 3.8% 0.0% 0.0%
Count 36 26 7 1
Total % 100.0% 100.0% | 100.0% | 100.0%
X? 7.39
Sig. 0.59™




Age peroid and Duration

207

157

I].—

6-10
Aage group

11-15

16-20

duration
(year)
W12
| k¥
M5
| Y

rasall Ae ganal Lilal) Baag Lypanl) A5kl (0 A8l (5-4) Jgia

ayal) s ganal Aty Llay) Baag udall o ABMlal) 74

G %714 caly i A el an Gl 675 e Ll plaall HoSA A of bl

oial) (s Lysine (358 5ms ade ae A el 8 Gl 6 (e JS) 5l clliadd) G A e o

(6-4) ISl (7-4) sl b LS Lla¥) 5



sl A ganal Lol Baag (udad) (G ABDal) (7-4) o

sex and duration of patients
Duration
1-2 3-4 5-6 >6
sex Male Count 18 16 5 0
% 50.0% 61.5% | 71.4% | 0.0%
Female Count 18 10 2 1
% 50.0% 38.5% | 28.6% | 100.0%
Total Count 36 26 7 1
% 100.0% 100.0% | 100.0% | 100.0%
X? 2.79
Sig. 0.42"°

Sex and Duration

20—

duration
(year)
M1z
H3-4
5.6
W5

Female

Sex

sl s ganal lal) Baag (uiad) o A8 (6-4) Jsid)

S ol oSl 61y e Taaill agy Blal) laal 5 sdail Ll Slele Gl S lilal) gyl oz
Ganli 3 (el LoDl 5y5dad Jale IS5 Casud 5 xSl 61 e g5l 13 lian ca¥1 5 &9 5 aalll aa]

Gl d5ay PLA e Sal) e1a e sl g oY) e 3,0 406 sae 2 pad 8 Laga 1y 23050



YA Gaay A cplsatV) o adaddl (Sl elay Lal) ekl agfiie jlad agay Ao Leie iy Aima
e Shle Fpls L et &) (IS 1Y) Le st diad) hLoaW L aball Sy 45 pd) cplatll A aBaleg
« Mc Dermott s Pociot ) 3yadlly dualill Glaldl 8 Jagale <G afiie yhadll s )y ¢ Jaaill 13gy ALY

(2002

LS 5alsl () Ala) daas 3 cdsaY) o adinall Sl elay ALaY L ABle dlpall adall of LS
oo e 3-2 s Aol Jaaill agy lailid 8 5 glmy codll ahY) Ailia) Jaxad o l5iul) i (e axd) o)

.(2003<Al-Khateeb ) Slsyé A& Gsduny cpdll 33 Gasre 400 5saaiall LY & Y andll

el Lgia olen¥) o adinadl S elay Slaa¥) dilainl e 25 (553 3yshad Jualse @llling

LT Al deliadl paxs ) 5255 0 20 lgilly dmnlly G cilusg i€ lasg il (mny Ll
O uy Jalas );Ed‘;_ﬁ\;ud\ plaill la llay ¢ lug lally 3y8ka (ulyySill 3ae lal ol ¢ jila ) SSY Sy
calal Jalall gl o) 3 eaaly A Led ) 400080 clalall 8 alai) e asinall Sl LlaY) yha
Laala¥) sl Ay gV (ygaped 3alima alual 1) e eliall Slead) Jiny g gV aula) 3 )
068 7-3 558 2y V) Gisaall (e Sl aladall e ) aday (gt agy Al Sua G asaall (0 33 K4l
Jalal) ) dlal Liagls ¢« Sl (o sl dgy o) A gy iyl e golal) Euslall o Lall gl GlAS
Jika 39 Al oyl 53Vs) Jb ol Slead) (goamy 43 25 G cand V) ilS 1Y) Lagaad Jeall 5y Dla

+(2004 ¢ g5litll) adizi Cagas Bball sl das b QB e Sla



= Uall Giilall 2-4
L 0all @l ally Pro-inflammatory L) dsal duslall il jall (oamy 585 il C)al
il 3 el dslialll gty sac Ll A lialll A8l LAY 5085 (ulds inflammatory  auslely)
(Enzym-Linked ImmunoSorbent Bl apyl Ladydl el e 4@ Jleiul gl

.ELISA Assay)

Al e ganal IL-17 bl cpadl Al 5uS58 ggian uld 1-2-4
Laill g Sl Gagay Gubiad) ol o2 1L-17 (ssise gmlead) el duhall oln <yl
Gsine (3 25a5 e e PO/MI (126.54£81.48) syhad) de goner Aylie pg/ml (114.31+103.78) JsY)

c(T-4) J8ally (8= 4 ) Usaall b mase 4 LS, ¢(p>0.05) dblasl IS 5

hﬂ&@\uu;@g;(20164)mh)d}‘)ﬂ Ll Lg)SJ\ U d); 3’“")36‘“ bﬂ\ AT CJL\A a_\smj

v laaaVly amal) degena G IL-17 Gl ol (golall Spall 585 dygina (398

G w2 Je addgasl (201460530 Kikodze) lahal Al duhall =30 ae 585 &l 501 s3a Laiy

o L) il bl oda g cJsY) sl —(gSall el Culiadll pmpall (B 1L-17 385 (siue (B Asine (358
& IL-17 385 (g5t 8 dygina (508 O il o aglsean adal (2014¢053)s ROONI) Caald) il
s IL-17 385 sise ob (2014¢ Songs Li) magly «Js¥) Ll =l ¢y cubadl sl
eIl e caluhall el (S cmliadd) ol 33l ey ¥ JsY) daatl) — (Sl ¢ lay Gubadll (alaisd)
e b o JY) el — Sl ¢l cpbiadll GalaiBl GulySadl 8 by WA adaas 8 [L-17 4 3
WA Gecsiall (el g 8 Th17 L) shleie 45liall CDATT cell WA ()& o) Jaaill —g Sl
Sas CDA'T cell Wi o) e Sz IL-17 Wil ibabugs b WA alaas Sl Jaad 3 B cells lial)

Th2,5 Thl ) Lead salail L



e alindl e Ygsee 5S) 8 TH2 S8 Jaaill (g 2o luall Zyslialll LAY (ggive (aléssl ()

Jme 8 olsina (mlindl ) 25 Lae pmlimaV) oyl 13gd davisall dpelial) LAY (o) deliall 4lsiny)
3y 5 Sl 55 A 0 O (Sadl) e s Biland) Ao geney AlEe (oSl (ape uliadl il
DY) Gimm 505 TH2 saebaddl Zliall WA e il dunjlas 5 2ualSl @il 5 Gl sud)

(2007« (1335 DUddy) aba¥) s (1o e siia de gana ge LN BLaY) 334)s L lial

s (<8 IV gl =g Ul el cpliadll JubY) 8 Thls Th17 WAl pas sl
Js¥) Ll — Sl e (s (201560950305 Hartwall) by LA skl Zalal Lo liall laiu¥) 6 desiia
Kallmann) IFN-y siall Syall it Al Thl Wiy IL-17 golall Sall miw Al Th17 WA adas g

(1991« (5,4l Foulis ¢ 1997540

A ) S elSal) Glyia WA 4 fise dad Al ) e lial) 4k [L-17 aleany) gull 13

WA adaat] 25030 deliall Alaiad 5 g 5E5eS Jong 35 (Jg¥) g sill Sl ol LY 5kt pe Adle
@A) sla alSiay IL-17 op Wl dlia o) aluhall e paadl @Sl (2015530 Hartwall) G
LAY zapall Cisall (g s G (2 oSl Cliia WIS (& Ll 5B gy 38 135 CleaDU salias

(201455515 Grieco ;2011¢y55a)s  Arif ;2010¢5,4)s Honkanen) Gy

B IL-17 ol ) ocabanV) ool bl adasll o (2015 Hartwall) o) <liis

i WA a2 de ) Bl 06 vie J5¥) Jaadll — Sl iy Cpubeadd) laal)

Al (S gaxal Aol 1L-17 35855 (o 5ina (8-4) Joxa

GROUPS N Mean Std. Std. Error T Sig.
Deviation Mean

IL-17 | Patients | 70.00 | 114.31 | 103.78 12.40 -0.48 | 0.68"°
Control | 20.00 | 126.54 81.48 18.22

p>0.05 (S 5i%a ‘é_‘mL.A;\ Gy 1 eY=NS
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Count

100.007

50.00

Patients Controls

Study groups
Ayl (S ganal dandlly 1L-17 3585 (o sina (7-4) Jsi)

Al o ganal [L-21 paban¥) gl 50855 s 5imn uld 2-2-4
G oo s lge desana b Glel e 53 oabianV) Gull S5 angie ol bl sl il cuiy
slaa¥l degaae pg/ml (209.40 £294.78) ulSy oayall. SN Aygias 5958 dsmg p2e ane

pg/ml (189.54+274.82)

AaniCally Al el byl e sl Gyl oo Akl 5$5He Tiley (A dslall LS
e b el Gae s ) el e Sl slay oSty g liall el Gl g s L Gl
S Jelal) 4 A caila gl DA e 35l il Gl &0 ) LAY jae 5y Cume aly Sl
Adall dalal LAl 4t Lol

- (2001355315 Mathis)



Gme (el 3 o 1 il e @Sl (e skl age st el Al LAl e Taxe o G

< (2001 <Mandrup 5 Eizirik €2003¢0)5,415 Rabinovitch) Ly WA Casg) (s5iue ey e lidl leal)

s B d¥) gl oSl el dals & proinflammatory  dulal) Al Gl all (e paall
-(2000¢ ;5515 Parrish-Novak) IL-21 sa 35l CLSjall oda (e saaly o)l

LA DAY s e call & IL-21 @slall Shall dual (20116 o554l McGuire) L)

Ayl (S gaxal Apwilly 1L-21 30855 (g gimsa (9-4) Js

GROUPS | N Mean | Std. Std. Error | T Sig.
Deviation | Mean

IL-21 | Patients | 70.00 |209.40 |294.78 35.23 0.27 0.78"°
Control 20.00 |189.54 |274.82 61.45

p>0.01 S 5za gjha;\ Gy 1 a¥=NS
33l ) asdl cylal s (2015¢0504)5 Ricardo) ae dubhall oda mis 3ilgwg

gl o @Sl Giape 3 il b Lage Sile 0580 ) gl (0 pmbimnV) ) 138 2
Slaine adle b il oKay

O bl degenar jlie @ 8ully Culadll el gal IL-21 (gsive g i) Alal) Lubll il ekl
seind I @l Lage (Th1) IV Jaadll (e sae Ll 4500 LAY Lot o laal ()6 8 IL- 21 ¢ lis)
Um0 olgine £ 1) 1) @l Cannsy 38 L wialimad¥) ol 13g] Al e Liall LA (5l e Liall 3laiiy)
O G el S e @ IL-21 Aplea) Sl p i) o) LS L 5yha) de sanay 43lie (puladl
@Sedl (apay il (I am Alls s Aaglie & ey il Chlal dae (Baad 28 Aplgil) Als )

(8—4) Jalls (9-4) Jsxall 4 LS (12008 « 5415 Wegner ;2006 <Holamisligil sTilg)
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Patients Controls

Study groups

Ayl (S gaxal Al 1L-21 3585 (o 5iuna (8-4) Jsa

Al iegenal 4003 CDA” clija S5 s siwa (b 3-2-4
o lgie e bl clleall 3 )90 Led (gAY elianll aall LBIAT aclie DA o 3ac L) 4500 LDIAY)
Wy 5 Apealilly drandl 4l LAY Jaedigladl WA I 45l LAY (200555405 Harrington) (s
GAY! il )
dcgene B Ji gine 5) Bacluall 500 DAY 3855 Jaugie ol Auhall a2 il iy
slaa¥l degaaa A ade g L e pg/ml (5.184£4.59) K 5 oaydll
C SN dysina (358 2539 ade ae PO/MI(5.5243.47) (S Eua

Al i ganal Apeaily A1) CDA” cliia 3855 (g giena (10-4) Js2a

GROUPS N Mean Std. Std. Error T Sig.

Deviation Mean

cp4* | Patients | 70.00 | 5.18 4,59 0.55 -0.31 0.75"°




Control 20.00 5.52 3.47

0.78

CD+4

p>0.05 (S 5ize ‘é_‘a\...a;\ Gy 1 eY=NS

10.00—

8.007

6.00

Count

4.007

2.007

Patients

Study groups

Controls

) s ganal dpailly A1) CDA” clisia 35 (g 5ia (9-4) JS&

) aa Aasliall 8 Lega D50 saclaall 23 A5all LAY o) (2009) Ifere ge dagill o il

monocytes sl suas WA diks 3 I ce gl Couall g il Qb b Jualall JIN o)y el

Cinn ) g3 TH2 B Ll e sac Ll 2300 Zyaalll LAY neutrophils sl () WIS,

(oSl e (5 e L) e

Ao bl o 3l cELESY) aay il WAL dagia (aye IS Al b sa S baaill G (5 S (iaga

& Sy TIDM ddagiyall sabaall alual) e i€l 8 Lisale aussi llia o€ TIDM & dpkalall 435030



Atkinson 2001« Eisenbarth s Pietropaolo ) 4dagiwall cilidig pll (e dazindd Ayl Y G

(2011¢ ;

WAl 585 e 4 Baldl paliay) ) coplsl bl JoV) daall (e ampall e R EWS Y
Lad Ul .(2012:Saleh) @Sl e b Aol WDIAN Cin Sy 134y CDA” sacladll 3400
et Caad TS L-21 il o)) sl i Apadanl) A800 UDAD) (mlaasl ) (20116055305 McGuire)

LAkl LAl

) i ganal L3 CD8” s 3855 (s sina (b 4-2-4
G o W Lady dullpud) WAl eyl dbad) WIAN e 8 agaysd Ld daad) 256 LAY
Gl N pe Aadine (585 ) (o oyl Leadan (8 (oSl gl g S g L slacY) g )) ()
(2005¢ 35405 lazival (e daia DA Jo¥) il aanaliBerrington)
ol e LA IS mhans
degana (A o) (gsiuasd Tpend) ASU DAY S5 busie ol Al sda @il i 4 Lo
slaa¥l degean B ade pg/ml (5.5447.39) L& KX dygiaa 3508 dsagade aa e OS5 (oaydl)
(11-4) Jsaall 3Pm/gl/(3.74 £3.57) oS,
(10-4) Jsas
sas A e lid) ¢ laall a0l AaPlie b Glall Gaey b Gany cpleui) e adiad) oS0 (5
Ayl saal) Caagiad i) sabiadl) 2lealy) 460 5 4500 DAY Ll Ciana canliay (o) A5130) de Liall 4ol

.(2004¢ Gottlieb 5 Eisenbarth) (s 231 aawiily 28, 33l Aulil) asaly 38,0l 3325



Ayl e gannal Apadlly 4513 CD8” ciliyia 3858 ggiena (11-4) Js2a

GROUPS N Mean Std. Std. Error T Sig.
Deviation Mean
cpg" | Patients | 70.00 | 5.54 7.39 0.88 1.05 0.29™
Control | 20.00 | 3.74 3.57 0.80

p>0.05 (gsina sl (35 225=NS

Cuae(201 ey sals McGuire) 5 (2012¢Saleh) 5 (2009« Ifere o JS ae dyall oda Zais 3855 ol

Agslaalll slaeW) e s Wilea Loaje ojliiels (g Sl iapen il dg5lal) deliall () Iganasl

oLzl 3ol I g% Lee Aslal) LAl (oamy ) 8 30030 ) dsad) WA 585 £ 165) s a8

.(1995¢ shaio 5 Chang ) awall 4 lidl Alaiu¥) 8 Sl Eigan uy

Apandl LAY (V) gl oSl e sk & 4SO BT sane cluln cain sl a0

maa WA sday (aydl kg s 3 Cytotoxic cells (CD8'T) aca assiy Ll dllad

e des Uy WA aalg ) Aiad Leliall DAY Ga e Jexd Ll ge Db by LA cilacsing

e lall sl LK Aalugy dpmpde Bysem S5 5l 28 Ll By WA s Alladll 4laall 4560 LAY

Lol Al 450 WAL ey e liall adasil) Ul e SS1 5 401 Jidd die (el Gaanyg ¢ e lial) Joaill
ol edays LA o3¢d alaatll oy Uy LA A 4ngd )

.( 1998« Pinzon , Rabinovitch)
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Patients Controls

Study groups
) s ganal Lpuilly A1) CD8” clisia 3uS55 (s sina (10-4) JL&
asl A ganal (pially Al CD4A” cliia 5855 dde 4-2-5
53 Lusall 4500 DAY (s (o) amg 388 uin) sa b2 Lusall 4000 LDIAT) 43)lie e
Ssime (A 32 g ((6.70£5.90) LY vie Wlgiue (0 Ji (3.97% 2.72) <A
Jeand il bl D) Glld dgmy of (Say Gaiall g (<0 . 001)  Adle dslasl  ANL @)
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Abstract

The study was conducted in the Diabetes Unit, which was part of the Advisory
Committee of Al Batool Hospital for Birth and children in Baquba city during the period
from 17/10/2016 to 17/5/2017. The study aimed to evaluate the immunological role of some
immunological parameters of patients with type 1 diabetes by measureing the level of IL-

17 and 1L-21,in addition to, level of Soluble CD4" (T-helper cells) and CD8" (T-cytoxic

cells) was measured by ELISA (Enyme linked immunosorbent assay).

70 blood samples of type 1 diabetic patients were collected after diagnosis by the
diabetes specialist at the Batoul Hospital for Birth and children,according to the criteria
adopted by the World Health Organization for the diagnosis of type 1 diabetic patients, The
number of males (39), 55.7%, and females(31), 44.3% within the age range from (1- 16)
years old, and 20 blood samples were taken from apparently healthy people at the clinic of
Batoul Hospital for Birth and children ,The number of males (16), 80%, and females (4),

20% within the age range (5 - 25) years old, was adopted as a control group.

The results of this study showed that the mean age of patients group (9.42+3.34) pg /
ml, while the mean age of the control group (17.25+4.17) pg / ml with a significant

difference was noticed between them.

Also,the results showed that the age groups (11-15) years recorded the highest
percentage of 45.70% while the lowest rate was in the age group (16-20) years and by

1.40%. There was a significant difference of statistical significance between the studied.

The study showed that the highest percentage recorded for the duration of the disease is
(1-2) years by 40% where the results of the current study showed a very significant

difference by the duration of the disease.

The level of concentration of cytokine measured in this study was also shown, level of
cytoine IL-17 showed a decrease in patients group (114.31 + 103.78) pg / ml compared with
control group (126.54+ 81.48) pg / ml with no significant difference.



Additionally,the results showed that the high concentration of IL-21 in patients was
(209.40 £ 294.78) pg / ml compared with control group (189.54 + 274.82) pg / ml with no

significant difference.

The relationship between the level of the IL-17 and the sex, the results showed that the
level of IL-17 in males (95.94 + 87.76) pg / ml was lower than females (137.42 + 118.42) pg
/ ml with no statistically significant difference in the level of IL-17 concentration in patients

with both sexes.

When comparing the level of the IL-21 with the sex, the results showed that the level
of IL-21 in males (124.29 + 78.09 ) pg / ml was lower than that of females (316.46 + 413.37)
pg / ml with a significant difference of statistical significance for the concentration level IL-

21 in both sexes.

The effect of the level of Soluble CD4" (T- helper cells) and Soluble CD8+(T-
toxicity cells) studied , Which had a significant role in diabetes mellitus type 1, the results
showed a decrease in the concentration of CD4+, and its concentration was lower in patients

group , which was (5.18 = 4.59) pg / ml compared control group (5.52 = 3.47) pg / ml with

no significant difference of statistical significance.

As for the concentration of CD8" molecules, the results showed a high concentration

in patients group (5.54 +7.39 ) pg / ml compared to the healthy group, The concentration of

toxic T cells was(3.74 £ 3.57) pg / ml with no significant difference between Study groups.

The correlation between the level of concentration of CD4+ and sex was studied ,The

results showed that the level of males (3.97 + 2.72 ) pg / ml was lower than females (6.70 +

5.90) pg / ml with significant significant difference of statistical significance.

When comparing the concentration of the CD8" with sex, the results showed that the

level of males (4.21 + 4.01) pg / ml was lower than females (7.21 + 10.01) pg / ml with no

statistically significant difference.
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