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PGDH

Phosphogluconate Dehydrogenase

SDH

Sorbitol Dehydrogenase
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8BS 5y dapdiall e Ayiaall alaa W) 3au&Y Ailgal il gil) ) 45l algual¥) S ¢ siall o yay
AL (323 saall 3 gy ) (saall &35 (candi 3 all ) gdall g Giaal sall Gl G Jelédl) Alee ol 5, (122) aal)
e S 3 0 (e 0S5 S e s 5 s 2nSll alga¥) 53 all sl al i WA 333 e MDA e
2938 ) AL G sl a5 s s (5-1) IS 3 LS 5 (109) gl (yrie sane

( 0 0 )
H)J\C)‘\H
H

\ 2 y,

(124 a1 AL O ) S 55 (5-1) JSa

Gl Lasus V5 (sal ja¥) ans e Sy copall 500 g lae J goanl Tua 1550 MDA 1 S 5 aay

3 g o) bl jall <L) 3 dalidall (al eV (e gell) anSlll slga¥) Vs 86 38 5 0o 3 3 (A29) ) a0

dai¥ g aall 8 MDA I 5 sise (el oo 131 (120) af poY) iy SLaY) Vs s 3 55 8 3k sala 5oy )
12D 503 il (383 (5 (53 0o T pige any
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Peroxynitrite -sce i «ufg 8.1

il S5l H3a (g ASiGall Alladll Ay 5 il) LS pall o) 4l oy 8 S g pll Gy
Gy Jeliil) ayy psaall 8 A0 5aall e day g las Aay jas 5y ey Jeléll Cany s O, e alelds 2ie NO
(128) L aladl)

NO + O

ONOO ~

Ascorbic acid <l Sl pada 5 dly ) sl (asla 3aus) e LEN A1 S5l jas jlias )

Jia 4 5lall o sall 3208 e AL Ay | anad) 8 300SY) Cilalizae 20 I 13g0 5 caal) 8 -SH sl asalaa s

il Gigan 5 LOO (oS5l s LO (oSS0 5ia 5 oS A dsie Y 46 Sl 3 jiudall oy gaall s DNA

sl Sl my g 5 ) (B e s l) i) Gaalall Alle Ad 4l 5S35 (329 DNA I 05 lad Uil

Aol 53 S yall 13 T iy 5 (130) 1y g 5l 6 ) puall Jsean e SUdy 3-Nitro tyrosine cmss xS 5 i3

O I 2y Sy Al LS slall g (3D g 5 Al B 530 e gy s A s B sacay Je Wil Caaagy 3 () 585 )
(33080 9o M 058
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The aim of the study 4w/ 0dé (re Llil

08 Shad Gl anea slimef il 8 aa g8 ) e 5391 0 AAP uatiar gisal Gl s 33l any
Ay il 5 ALl ol (o R i) Al RS o3 g5 3 pa 31 (3505 115 ol 3
ol ) A0l o 558 e 3l (5 51K Sl oain e Sl g 3331 Al s o) 3 5 580l il
R ) i) il s ki 5 1S sl s 8 0 501 5 SIS0 il oy el 531 L
Al Al Al

AN Calaa Yl 3aEat e Y LGN ) Jeasll

A Qo) amy g Ji (e el (g aall (a0 Jasl (8 AAP Daiin gisel (il ag 330 Aallad Guld -]
elaa¥) e agi e

sl (anla s el Sl L) sl e Sl (oS 5 malle lgaalla sllall ¢ (S5 ¥ (50 8 5S35l -2
i e s (o 5ISU Jpusill 225 J8) (a3l (5510 Saall (oaim ya Jaal (b ansall VS 550 ilasa (e Slmad
elaal ae

s saSl il yiall s AAP Siadias sisal (il oy 33 o i Y1 A8l A 3 -3
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Joitll $ilshg sressally s lgall

Patients, Materials and Methods Jeel/ (&b g & rallg I g/ -2
Instruments  Letiical/ 5 jgay/-1.2

@bl Jol

PN (1-2) Jsanll (o Al D 5a¥1 5 8 5 Y] pladia o
(L) aiaall 4S50 pe Aeddiedl) 3 321 1(1-2) sas

Axiadl 48l leal &
Aple-PD-303-JAPAN ol il e L
UV-vis Spectrophotometer
Memmart-Germany Water bath PRPAPEN 2
HERMLE, Germany Centrifuge S !l 2kl jlea 3
A&D Company- JAPAN Sensitive analytical balancesstus o)) e 4
Euron, France LA Freezer(-20)°c 5
Gallenkamp, U.K. Incubator daxla 6
WTW- Germany pH-meter  drmdall dlall a8 Slea 7
Thermo, Germany (Micro ELISA System ) ELIS & jes | 8
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Chemicals used — detiicwalf Leiliasslf 3 galf-2 2
ol e a8 Lariiusall Agluasl) o) a5 5 3k (Kiit) 32 e J semnll 3
1(2-2) Jsaall 8 (e LS Ailia Salle

i) ae deasitinall Al ol Sl 5 o sall 1(2-2) Jisos

il 3l FRIISIN X
CHISS 32Y) (g ga s Allad (il 320 1
Human
Human ADP(Adiponectin) ELISA Kit
GENAXXON RS TR XA 5
Bioscience Alanine-4-nitroanilide
BioLABO-France Creatinine Kit o <) sac 3
BioLABO-France Uric acid Kitel ) sl (aels 32c 4
Promega-USA Tris-HCL <l 51 s el s il i | 5
BDH-England NaOH S 5 )2l 5208 J slaa 6
Fluka-Germany 4-Nitro alanine oal¥) 5 4L -4 33k 7
Camtchmedical-France Urea Kit Ll (ild s 8

Blood Sample a4/ zdlei-3.2

Patients Sample <&/l gilai-1.3.2

“alary A asledll Al S Ladis e (e el (55U Saally Galiadll i jall aall Gl s o

S a3 dige (70) A yall o3a L 8 Ciran 3| (2017 /S0 (530S 22017/ 530 C i) 5aall (31 el

(70-30) 0 g slae) Cin gl 5 cJandl 22y 23 e (35) 5 csmdl Ji a0 Al (35) Sl 5 583 Gpuaial)

e eVl e el K ey agiilial e SU 22y Guanadie elidal ddalu g agaandidi o3 3) 4w
A b ) gy hdiall aginal ja g 4y HiAall Clia sadll
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Control Sample & bwd/ gdlai-2.3.2

s lecf can gl 53 3 Gl (15) 5 5583 (15) Gamiadl IS slasa¥) (alaid a0 Lue (30) pen o
Al (65-25) o=

Serum Preparation st/ Jae uaad-3.3.2

Dy dgda s (3 pda (e B 3kl dplee I8 Gy yall ) ) e pall aas Bk (e pall Jias s

& lera g o3 & (e g AN & aad 2880 30 saal zilaill &K 3 A5 (Gel-Tube il A e 8l &« (5ml)
fale 2 sh e Jmall Coms i ey 5 B35 ) 53 (3000 R) e o 4883 (15) 53a (g S sall 3 k1 Slen
el (- 20)°C Aa 2 i aaas Lhaéa 5 Clean-Tub ¢ ¢ A il 8 a5l Micropipette 4aéa

o slaall el JLaaY ¢l sal

A sl Gl gadlf-4.2

Ll glvaf pil¥) ay il BLET ilid -1 4.2
Estimation of Alanine Aminopeptidase (AAP) activity

Sle s Sl (1980) Jung and Scholz A&k e slaie YU sl a 3Y) Ll (uld o3
oY) Balall e 31 5l 5 jaial) 4-nitroaniline A4S (uld IS e paly ai¥) Bli Cles
) all da ja g < sl Al 3a0as i gyl st (Alanine-4-nitroanilide hydrochloride) dlasiuall

(139 Jim g pael) Y1
+ Alarioeal) Jllaal)
(U5 0.05) ol Jslsall 1
ki) L) (e il 3 Tris-HC 53k (e ol (6.057) Al oma

: 7.8 Saasom (il ) (Tris- HCL ol Jslaall 2
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Jslae (30 Gane paa ae 7 a5 (U5« 0.05) Tris Jslse (e da (50) 33k juas
S paall JeS & (7.8) J b 055 3 pH ey g HCI <l siS 5 )uel) asls (31 /5 0.2)
. hidl <Ll Ja (200)

(‘)ﬂ/d)-o d-“2) J.Jm.i\}ﬁl_l -4- u,).\]‘)” u.u\.ua\}“ salall djSA-"‘ 3

&2 (Tris-HCI) sl Jsladl e da 1 8 () salddl e ) 2 (0.00049) 443k juas
Al 5l 3 7.8 e g
: Jandl 48y )k
- b e 385 (AAP) Dulin gl cpal¥) lalis (s o5y
o 7.8 im s s (U 50 Je 50) S (Tris-HCL) ts ol Jslaal) (s Jo (1.0) g g .1

33la slae o Ja (0.1) Wans il 3l ke 53 2°(37) i 4351 (umna s Adsall (30 e (0.2)
il el (G Un e 2) S0 (30085038 39 5-4-0lY1) )

o> 30 Jsha i (88 N8 0 ) bl 3 il Gy s laem &y 51 2 5 ALaY) (o olgiY) 22y 2
e 5 (410)
Ol sl - 4 e dilina 3,80 i bl Sl ad se dpabiaial) & jlie YA (e a3V dllad 2085 3

g g b S5 kD 4.2

Estimation of Adiponectin Hormone Concentration.

Fualal) Gandll 33e aa 88 jall ol phadll gLl adll Jome 3 (S sun¥) (30 S5 o
Duble antibody sandwich salcaall abua & 52 all (i i) 438 e sacieall s ELASA 4l& (33
Aleaa W1 ) (5 sl A el obimall alusa¥) 5 clamivaall e (g i il Zisall 28l 5 3] technique
Al ¥ A1 5Y Jusl) Jslaas de s cilue @IS aayy ) 5 puieal) il iad liall | ghll ddasi jall 33biadl
23 (TMB) Tri-Methyl benzeden e s sisy s Jasi sal oy 5331 Cipal i Adai jall i 33liiaal
B ) (G slae) 0 sl J sl Filal dmy a1 (sl el b ad a5 391 0l ) seda )

ADP 3 i o o ¢_sia 5ili 450
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Jeldil) o) jal

(2810 8 ksl J slaa 54 5 pudd) ligall 5 oaslidl) J slaall Adlia) 8 (i e A limall Angiall Jus o3 1

Jolel 2 5 12,5 Jde/lal e 55 25 Ja/lal 2 535 50, do/lel e 53 100 (e Jo 0.1 331 5 2
o il 5 Al Jaal) (e ) Joflel_ 551,56, Jefcial 2 5 3,125 Jefctilal g 5i36.25
Aol Aol i

(zero) sohaad) 3 jis 8 sl Caddil) HayfAiall (e Ja 0.1 ALl o33

Ay sbnall Aagiall jis ) Juaall (e Je 0.1 dilal 5 4

Ay el dagiall e slaall Joof Waaey 3383 90 53l 37 0C da, Ciad y dsjial) ki a3 5
a0 ye il

ol ka5 (5 gl i 5 il 5 Al s 3 0 50l bl aall (10 Ja 0.1 ol 6
483 90 52al 37 0¢ da 2 il

iy J<san) g Aady jaall b Jusll 5o &y Juall Jglaay i e G0 culid 5 claal) Gyl 7

2237 Aoy Ciivan’y Aagiuall cubd o3 5 i IS Working Solution Jstae ce Je 0.1 <iual 8
A3 30 5ad)

A8 (2-1) saal 5 aall L Juadl @ i Jual) Jolae ge <l e ued il 5 cUaall 2D 35) 59

& @037 Aa )y Ciiaa s Asgdiall Aukal 23 455 jés JSI TMB Substrate sl saldl 4dlaa) &3 -10
A2y (30-15) s allas 418

Na sl s lasie DA 7 345 3 8 JS L3 Stop Solution deliil) Caliy) Jslas Canzal -1

Al Al (5 58 (1 sin 5 450 (o2 sall Jshall 2ie O,D A el A Aol 156 -12
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cilibual)

o sall Clalaall Jlen ol Zuuldl) Jallaall 5 Cilisml) il 32l g o5

10 1

2 1

(]

| =

&

S

L d

& oa

0.01 T v 1
1 10 100 1000
Human Total Adiponectin Concentration {ng/mdi})

ADP a0 528 Al il dadal) o (1-2)Jsd

o)) Juaa (B L) S G gllal 385-3.4.2

Estimation of serum malondialdehyde MDA
Principle : 48kl iy
Ol (e Aaiall 3 ) gaall 48 Hlall Jlaaiuy Joaall (& algaalV) AU G llall 58 55 puadi o
Oomall 48 53 3V A )l i) il ol S 585 MDA S i ol sk 0= 43%) Shah sGuidet
Ia aiyy el s jbsli Gaea s MDA Gsfty saiis 08 DlasS gy o Jeliill e 48y Hlall e
. 13 ] e 5il5 532ic 4l paliaie¥) 3ad (el o 5le il () Ko 5 (oudmnala Jans s (A Je il
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@bl Jol

N s
HS\( | > T Vs OH.__N._SH
N + Cl:HZ N A ~ \|( + 2H,0
CH—CH = CH—x_ _N
OH CHO OH
OH

Colored Product

MDA Jelis ;(2-2) <

- laatoal) Jallaal) -
3002052 TBA ) 83 (30 a20.6 4134 Jslaall s (TBA- solution) &) sitn b o8l Jglaa ]

e 3o 100 M paall ST 5 il i) gn o9 seall 20 5 3 Jlaa (55Y 50 0.05 (s

Jlaria¥) die Ll Jglaall 138 jmn g ¢ 4y J slaall

tCn S h Jslaall 138 s 2 5IKI (SO0 LAl (adla Jglae 2

&« yhia ela3au20 & ( TCA) Trichloro acitic acid 33 (e p&17.5 413 jias 17.5%

3 100 Y sl Jes

i

Lais 56 30 100 I paad) JaST o3 ¢ shaita £le 3020 (A L 33l (10 o2 70 43y sms 70% .

REECIO IR E P L

adl Jiae MDA il 40Ul <l ghadll slaie) o3 1 Jand) 48y jha -

Sample Standard
Serum 0.15cm3 -
Distal Water - 0.15cm3
TCA (17.5%) lcm?® lcmd
TBA lcm?® lcmd
Adlial 8 5,0l O S AR 15 sl Jre e plea 8 Ciiad g i iV s 3
TCA (70%) lcm? lcm?
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S all 3kl e Jleniuls el I Juad o3 ¢ 4883 20 324l 37 OC e i) il gina &S 53
50 Jsb die 058l il Galaalel) 505 8y A 15 52l 2883 5,52 2000 Ao e
e 5532
scbbwall -2
DAY Adlaall e Talaie ) algoalV) 3 o sllall 58 5 5 o

Absorbance

Con. Of MDA (mmol/L) = — 5 XD 10°

L= c«}s'a&\ J\..um 1icm
E = d¥l dalxe 1.56%10°m? cm'?
D (Dilution factor) = Volume used in Ref (ml)/0.15

Estimation of peroxynitrite cons. s sl s g 4t S o piddi-4.4.2

diclea s Vanuffelen ofialills ) saall 48 Hlall Jleatioaly S 35 oS 5 pm H3a 508 55 ai o
3% 3ol 8 Sy 56 i 5 5 ) J sl Nitration 4 o e deay y i oS yull H3a o) 3 ((130)
S a2l G 05 )5 A5 Sal) (g 5 € () ise 5 412 (o sall shall e 4l Gl
el (8 ) giall iy 55 s 5l i (5 e

Uartiad) Jallaallc

7.4 b lxie Gacada A1y Jse e (50) S i sdl) Jglaa jpant o alaiall Cutu dll Jslas | ]
¢ shia e Ja20 53 NagHPOy (0 & 0.71 413 sms A il : 4591 581 5 Gk e pH=
& hia cle Ja20 8 NaHPO, (0 a2 0.6 43 pian B Jslaas ¢ Jo 50 () anall JuST o
PH= 7.4 ipmda Al e Jpasll 2is B 5 A 0¥ slaall 7 30 & «Ja 50 N anall JaS

JaST a5 ¢ shia sle Je20 8 Jsiil) (30 a2 0.16 4130 yas: Jse e (17) oSk Jsidl) Ol 2
.0 100 I axal

Je20 & o522 pall 2S5 50 (et 0.4 LI juas 15 )Y 90 (0.1) s seall S g Haa Joaa 3
. 30100 A anall Jasi & ¢ e cla
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aliall s gl Jlan (g0 Ja 1.852 + Jsidll Jslae 155 Sl 15) 7 e pwas : Jaadl Jslae 4
(pH=7.4
Jead A4y b -

s oall Jema 8y i a5 ] AN < gladll slaie) &

Solution Sample Blank
Serum 0.15ml -
Distal Water - 0.15ml
Working solution 2ml 2ml

37 9¢ 2ie e alen 8 il 82al canliY) Gumni g 7
NaOH 0.015ml 0.015ml

hsall Gl Slea Aand g2 e 535 412 s sall Jshall die Eiall GaliaieV) 525 (il 23 SlI3 ey
ClIL Sleall il axy
¢ ablaall o

A0V Al e Talaie ) Cy i S ) 3 58 5 il o
Atest—A blank
x10°
E°XL

Con. of Peroxynitrite =
E° = 2la¥l Jalxa 4400m™.cm?

L = 9}543\ JLUAA lcm'l

Estimation of Uric acid Concentration. &g yaela S 5 pidi-5.4.2

AS i e B el ol gl alasinly daey 3W1 44y 5kl Uric acid <l sl (asls 38 i jpali o3

(p Jeae) zhsad¥) (B sasall ey o) (mala Jysad e 43, 5kl s2a aaixis «(Biolabo — France)

g syl sl (aayl Auasdill saall J glaa aa Jeliiy g« all @by ol amals ) Uricase s dzé

e aday abdll 138 5 ¢ Spectrophotometer Jles 4ol 51 yine ¢ 520 (o sall Jghall die ol L
.Color analysis sl Jdaill fas
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sdend) 44 b

s LAY Canll (e i D N il 3aadl 8 jemall Jslaall e ille | Adlal cusi ]
Jslaell JEN i) 5 e uldll J8 Sleall judiail axdiun Blank s 5 aa s sl (e S5 5 <RUN
B3NSample z3 s 5 A1 il 3 5 5 Standard Ll

(6 AY) ol shall wa slia) Jsaall b elld i 55 (S

Syl a5 gk (4-2) I

Blank Standard | Test

Reagent 1ml 1mi 1mi
Standard - 25 ul -
Distal Water 25 ul - -

Sample - - 25 ul

Slen (8 LS i) o g Apapd il aal) jumna Jslae e (ol Jolaall g 23 5aiY) Jala ay 2
aisal) @l il a3 Jeli Y Jelall JLaiSY (3185 5 saal o7 37 da )y b diala

-l s Spectrophotometer Sl ddaul g dnaliaial) paii dulee 2T laday 3

Jinasili 520 (o 50 J b vic Blank Jstas ga g Gask oo Jlead) pibai i

o=kl Jslaall Abs duabate¥) Cund 25 o

Awsdi o sall Jshall die 5 Jualuilly Lraa z3laill Laliatell i ol Lz O

Le JS 5 5zl Aty 300l Al )1 A8 aadis 5 ccilinll Apaliate¥) cile) il paes Jennsi oy 4
(VS Al /ol e (e 10 = (il Jolaal) 38 553l 5

Absorption of assa )
p f Y x Standard Concentration

[Sample]=

Absorption of standard
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Estimation of Creatinine Conc. s el &l S 45 ptdi 65.4.2

Jlerind @3 yha e Y5 ) Jhan A Jaffe Jelii canay cpidly KU 3 55 (6 gluae i a3

daclall &l Sy ae iy S Jeldly A ¢(Biolabo — France) A4S b (w3 el duandiill saall

510-490 o> 50 sk die () shall Seall dpealiaial el 8 i3 jial ()5l 13 ais el alkaline picrate
(A38)) yiva 915

PRTPY

s sall 1S g 5 /Y se Jal506a 50 gaaall AU i b 51/ J g0 e 6.4 (00 (0550 1 (R1) 1 ailS ]
PH b Sl (s il &Y 50 Ja 4 «Sodium dodaecyl sulfate il/Jse Ja 0.75 :(R2) 2 <ails 2
4.0 ,picric acid

.Creatinine ¢xish S siluay/s) 2 Je 2 :(R3) Standard 3 i< 3

shedd) i s

DS 3858 s ke (5-2)sond)

Blank Standard Test
R1 0.5ml 0.5ml 0.5 ml
Distal Water 100 pl - -
R3 - 100 pl -
Sample - - 100 pl
A6 5 )l s A (38 5 Bl 7 e
R2 0.5ml 0.5ml 0.5 ml
A2 4uii Jshll vie 488 Jia il 510-490 xie AL 15 «dill 30 53l (a5 7

bl

Creatinine conc. = (A1 — A2) sample/ (Al- A2) standard) x standard conc. (mg/dL)
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Estimation of Urea Conc.  sb sl juS & wddi-7 4.2

o 8ol dnaiil sl Jlexiul Giob ge adl dias b Lol S i

5 e 5 L gl M J il elaly Ly sl Jai 55 31 ciglall 43y Ll CAMTECH MEDICAL 48 5

s Sialicylate ge Jeldill (e Anilll L sa¥) ja88 UL 5 ¢(Urease) Jwosdll a6l 3550 050 SI 2l

sl 3 i Gty el yla e Sill 5 0 Wl sl 2, 2-Dicarboxy Indophenol o s< Hypochlorite
(1397514 51 580 (o2 50 Jsha ie ( slall daall 3o 8 3y g

Reagents  cid/s<lf

Ethlenediamin Ji/Js« Ja 2 pH 6.7 abaiall cilaws sall ji/J 50 Ja 50 (e 05850 :(R1) 1 il ]
35« Ja 2.3¢Sodium Salicylate asnsall culudle jil/Jse Je 60 ctetra acetic acid
.Sodium Nitroprosiate s seall 2l g 5 51l
de 150 « Sodium Hypochlorite sseall <l ) ola Y5 Jo 140 :(R2) 2 2ilS 2
.Sodium Hydroxide s s sall 28 5 yua il/J 5
.Urease x5 30000 U/L :(R3) 3 «ails 3
Urea bos Al o~/ axke 50 :Standard bl Jodadll 4

shard) & b

sl 38 i il shad (3-2)d sl e s

Blank Standard Sample
R1+R2 1ml 1ml 1ml
Standard - 10 pl -
Sample - - 10 pl

(25-15) o ) s> A 3 2ie 10 ) a5 3ad 37 0¢ As 1 e 7 ey

R2 1 ml 1 ml 1ml

oy a3 (25-15) °C Bl da pa 2ie (G810 5 (3l8s 5 3341 20 37 da )3 die (a9 7 e

e 53 580
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Urea (mg/dL) = (Abs. sample/ Abs. standard) x standard conc. (mg/dL)

Calculation of Body Mass Index s acat] LIS 4 pa ilwn-8.4.2

il Jshll e Glo ol e lSIL anal) AIS andly, (BMI) asad) A 550 Ol o3
BMI= Weight (kg)/ Height (m?) &) alabaall (a

1Y) ) 40 anald) LS piige Chuiaal &l

(0Js)) ca3) 18,50 Jil BMI
(k) (5551)18.6 -24.9¢ J8 BMI
(0os) 3s8) 29.9-250x BMI

(o) 34.9 -30 o« BMI

(las () 39.9-35:« BMI

(i i diaw) 40 (0 S BMI

= NV, T R VO R R

Statistical Analysis — =las¥/ Juailt5.2
eaa¥l il aladinly (ANOVA) ol Jilas jlaal (38 Lilas) gl cllid
Duncun Multiple sl Jleainly Sle geaall dpbuall o siall &4 ¢ (16 luaYl) SPSS

LLi ¥ alase alag) 55 ¢ (p < 0.05) Adladal (5 5ime die (Gie sane o BEAY) gLl Range

Assliall 4ladl G aiall 5 Saadin sisal GV a9 31 Adlled 0 48311 Aol 5 (Correlation Cofficient)
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RESULTS AND DISCUSSION




Siliill o Liegaly dapliall dlll Jsll

Results and Discussion Lddliad] g peilill) 3

Oe Aie (50) 03l s8I Saally Gubias (alasY dui e Ala (70) Glo Al sda cilads
Lal Y] Gadie (30) ol e LS i (70-30) ¢ b e ) in gl 55 colusill (pa e (20) 5 5S30
A (65-25) ¢ pd Jlee | cin gl 5 ) (15) 5 583 (15) Al de gane pgioa 53 Gpaal

ptll fra (B iles el oY) il Aulied -] 3
Estimation of Alanine aminopeptidase activity in Blood Serum
& ASI Jadll biaall i jall aall Juadl 8 (AAP) Ja3in gisal Gl s 33 4allad 45 lia g (a8 o3
@S duarll amyy JB Gliell ) SN S Judll s ualls (CRF) (el
(1.4.2) 38l 3 S2all 5(1980) Jung and Scholz 44 yhb plasiul s lsa) s (HD)Hemodialysis

el a2l Juadl (& (AAP) e sial V) 530 Allad Jana (2-3) 5 (1-3) Jsaall C

Allad G Ay sima (35 8 2 5a s G Lilian) A3l o) jal die 5 elaa¥ls e el 5 ISI Gaally Galiadll

Adlad 22 3 3 (P < 0.001) ddlais) (5 sty 3kl de gana o 43 jlia aia jall 2ic (AAP) a2 1Y)
(2-3) 5 (1-3) IS (8 A sall 5 e al) (5518 Saalls pabiaal) ooyl i Al 5 ) s o 55V

IS0 aally pbadll i yall adll Jlaa) 8 AAP a3 Alladl (5 el thal) £ o i) 2(1-3) Jsas

:c\.&m‘}(b uA)AM
Groups Patients Control
n=70 n= 30 P-Value
Parameter (Mean £ S.E)| (Mean = S.E)
AAP U/L 116.0£3.0 105.5+£3.4 P<0.001
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Paramete

Groups P-Value
Gl G2 C Total

n=35 n=35 n=30 n=70
MeanzS.E | Mean+S.E | MeantS.E | MeantS.E | G1lvs.G2 | Glvs.C | G2vs.C | Total

MDA mmol/L | 5.8+0.3 17.9+1.4 1.7+0.1 8.8+0.8 P<0.001 | P<0.001 | P<0.001 |P<0.001

P>0.05 (N.S= NO. Significant), P"<0.05 (Significant), P*"<0.001 (highly Significant)
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(192) 5 1)) Jaal) il

) Juara Ay gil) aala g il SN 9 Loy gil) (5 pns - 4.3
Serum Level of Urea, Creatinine, and Uric acid
el (558U Saally Gubaall o jall Juadl (8 @yl Gadla s il KU 5 Lyl il gise (il o
L siall ) (7.3) Jsaall 5ds (7.4.2) (6.4.2) (5.4.2) & jail) avs s dpaplall 48y jlall s say slaa¥l
(8.0 £ 0.3) , il (w2 fprle (116.1+ 4.4) OAS 2l by ) sall g iy S0 5 Ly sl (e ISV (5 sbamall Unil)
bl Uadll + o gidl Ll Gl de senall a3 Juaal & i cwd/arde (7.4% 0.2)5 sl oo /arle
o/ anle (4.020.2) 5 Sl oo faske (324 0.2) , Sl o /aike (48.6 £ 2.1) OIS 388 G2 e sanall
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slaa¥l Juadl & SA da] SO @l el g jeall Uadll £ haugidl € a8 Jgil)l e il
(sl e il o faile (5.0 0.1) 5 il i /prle (0.9 £ 0.2) , i o /pile (25,24 0.9)

o (P<0.001) L sina i) o8 ausd @by gl 5 oyl <ULy sl (5 innn Jans i (o) il s gl

(7-3) JSl (8 LS elanaWL 46 )l G1,G2 Ot sl 23 ol

= Opbad) Juadl 8 aul el sall 5 il S5 Ly sall (5 sl (g aal) Undll £ Jass siall 1(7-3) Jsaa

el s CRF
Groups P-Value
G1 G2 C Total
n=35 n=35 n=30 n=70
Mean+S.E | MeantS.E| MeantS.E | MeantS.E | Glvs.G2 | Glvs.C G2vs.C Total
IParamete
Urea
116.1+4.4 | 48.6x+2.1 25.2+0.9 63.3+4.1 | P**<0.001 | P**<0.001 | P**<0.001 | P**<0.001
mg/dL
Creatinine
8.0+0.3 3.2+0.2 0.9+0.2 4.0+0.3 | P**<0.001 | P**<0.001 | P**<0.001 | P**<0.001
mg/dL
Uric acid
L 7.4+0.2 4.0+0.2 5.0+0.1 5.5+0.2 | P**<0.001 | P**<0.001 | P**<0.001 | P**<0.001
mg

P>0.05 (N.S= NO. Significant), P*<0.05 (Significant), P**<0.001 (highly Significant)
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Aally uindly | eallS adll Jian 8 ol SU (6 gine 3 555 a0 Jalse (e Slad la (193) 44 5l
(19 as Bl 4 il

CRF = 3l Lo 8 1 e s Laga 150 (52535 AW 2 siall 8 el 38 sl 6l gall iy e 6 Wl
e aally aul @y gall il giase L) G Le 4 58 A8e 3 ga s A5V ale il yo iy 28 sanST) alga )

S e i elly e 5 53e (19900 sl (g s Jaall 1 dry L 055 3l 5 Al al jal 5 adll Jariia o L )]

50



Siliill o Liegaly dapliall dlll Jsll

e o) 53 ey (s pally ausl el sall G giana (g g (53 3 ) (il 31 Uadia 25 allopurinol
[(198-196) 4 3l (5 1SN mally yubiadll ia yall 5 elana¥) (alaiSU s

Llac aay aie ALY Alcaniiall militl) 5 aii pall aall sl @y 5y G Lo (Saall bl V0 Bl Le A
8l el ) sl il giane IR0 () Ll 50 gl ae Gy 138 5 cAiBliall QA8 Sl J1 3 Le o IS0 Qi)
Al CilS (V) A ey Gabiaall (g I Jusd) (a0 J (1 allopUrinol ok ool a2y aall Juas
(9L yal e Wl Al Hhad S8 Jaisall (e 4dld Glld 5 ¢ gaal) (5 sha puand 838l

Body Mass index — ;awad 4LS ud3e 5.3
IS el 558l abadll BMI s lnal) Undd) 4 Jass siall ol Al all o s iy
(8-3) sl b e sa LS (25 /38 (25,4 £ 0.8) elawadl e culS (pa 8 25 /a2S (29.4 £ 2.0)
& (P>0.05) basals (5 sina juai Gaany ol anal) ALS i5a (5 e Janigia o) il & yelal 3]
[(8-3) il b i ge LeS |3 jhagd) Ao panay 45 e (e Jall (558D Janall (an e

relaua¥l s CRF = ¢basll BMI 3 (s bzl Unaldl + Jas il : (8.3) Jsas

Groups Patients Control
n=70 n= 30 P-Value
Parameter Mean = S.E Mean = S.E
BMI Kg/m? 29.4+2.0 25.4+0.8 P> 0.05
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Ofinll (e IS 4l Ja 55 Lo e Ll o il (365 o1 JUa) Jaans (o e 3l (5510 Sl 5 dandl 5 0550
avall A 850 (L Aulag) A83e 392 0 35 (2009) crATs Nomura s (2006) 4icles s Hallan
[(202.201) -1 34l (5 KU Gaall

(203) KAl &l yuiall (pma Le Al ABMe a3 45 Ll e iyl (5 A il o < jLa1 s 8
@ sSI ey Jpand Lo Slle day o)) Sy ameall 2B e o) )l jall (oany &l LS
O b omiall 0o OS e i ¥ i) GBI ol a5 a0 A e Slad (206209 Jnndlly
Sl )2 Ay elatll (50 (o )5S (A G 3all (5 5K Sanall a ya 5 auanll ABS 850 (g0 s 50 A83le o
cslul) die Ziandl 1) (5 a5 (e el (5 IS0 Small (im ya g aneal) ABS i 5e o Ala¥) AR () oS A
20D(BMI > 35 Kg/m?) awall A 1550 6% 3)

e Jlais saly 5o las jlad Jale 223 130 anan N AU 50 B i) e 5 jle & Alandl ) Lay g
alaiYL 4 lie CRF = (baal) GalasVl SIS ()5S danadl LA () a5 288 (208) (4 all (5 5ISH Haally
e gl )y Jali ) (ol aa Al Tl S0 LS5 Al sl o (8 Gl e ail) e 5 207 cpliad) ye
(EH209) 1y 3all (g slSI Gaadly uliaall oaia jall palana 5 ausad) A1
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LSl ) (A i L dpillad) LA dia g agual Cammt cl gud) gl (pa (o silay () (oaim yall
(210, Tasa )5 o a0 gl Fansbion 3305 (M Doae B sl Ao O s sl Ly il

“owl) AUt Ll 50l ) g Aiejell (JSH ial el e end) Jal ) a1 (5 AY) 4SS0
Sz @7 ] Cppan saaiV1 iy siane 45 a8l 3 ) (a5 98l Agaall Aai) 83 s sall ol gual
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@25 Lary (o el (G 0SS 50V () s 8 i gise & palill Gl e 30 (@I SN Aada g B g ()
il gaal) ey pad 31l jal) 8 aa g a8 T a5 @191 ) 0 (e gV 5 40K0 8 canslil slgay) )
220 1) ) L33l 35 (g iy s o€ eadi ) Jna e Jliy 5538 1 e e ol gLl ¢

1A g0 sl ol piiall g AAP S glaal i) o 331 G ABMa) - 6.3

i Aallad o Ll yY) A8e Al A Correlation coefficient bali ¥ Jdalas dlag) o
el Gl sall 5 b S5l 5 algnallas llall 5 S5 aaW) () 50 58) 4 sos e ) puaiall s AAP
5 ADP I san o AAP a3 Gbaall 2830l of (9-3) Jsaall e a3 3 ¢ (Lysills iy I s
& L) (1) (sl LY Jalas s e LS dla) 0555 (e al) (g 518D Dl (im0 JuasY MDA
AAP a3 (o Adadll 3800 Al jo Caad 3y (Al Adadd) Lol Y1 ABe il i claaY) palasy)
elana¥) me (e all o 5ISH Saall m pe Jlaal 8 (2l @yl s il 5SI 5 el sall Yoo IS 38 53
el U8 g Al S Al AN <l yuiial) 5 an 331 G Adadll A8l () (9-3) Jisaall (e peaiail
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CRF (ol pl Jael (8 &y son sl ol il lans s AAP G oladl) Jalis Y1 el 2(9-3) Jsan

elaa¥l
i P<value
Parameters Patient P-value Control

ADP 0.302 <0.05 -0.1029 NS

MDA 0.311 <0.001 -0.4389 <0.001
Peroxynitrite -0.175 <0.05 0.1745 NS
Uric acid -0.343 <0.001 -0.1323 NS
Creatinine -0.242 <0.05 -0.1748 NS
Urea -0.310 <0.001 -0.2415 NS
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2 al pall Juasl b 4 gin sal) Gl priall any s ADP - G (ladd) Ll )Y dalase £(10-3) Jsoa

slaaVl s CRF
: B P<value

Parameters patient P-value Control
MDA 0.2812 <0.05 -0.0665 NS
Peroxynitrite -0.0191 NS 0.0653 NS
Uric acid -0.0283 NS -0.2158 NS

Creatinine 0.0561 NS 0.3093 <0.05

Urea 0.0453 NS -0.0958 NS
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Summary

Chronic Renal Failure (CRF) is disease that caused by a loss

of Kidney function, therefore the patient needs a "long"
treatment that is a substitute for kidneys. Kidney dialysis is one
of the alternative treatments by which waste are Products
removed, which includes creatinine, urea and water.
The study aimed to estimate the effectiveness of the Alanine
aminopeptidase (AAP) enzyme in the serums of patients with
chronic renal failure, as well as the estimation of some
biochemical variables such as adiponectin (ADP), antioxidants
(malondialdehyde, peroxynitrite), as well as urea, creatinine,
uric acid, Body Mass Index (BMI) also was measured .

The study included (70) samples of the serum ients with of
patchronic renal failure of both sexes, aged (30-70) years, who
were reviewed Al Karama Teaching Hospital -Baghdad. The
samples were divided into two groups, the first group (G1) is of
(35) samples before dialysis. The second group (G2) is of (35)
samples after dialysis, as well as (30) samples of apparently
healthy inviduals persons (C) as a comparison group, aged (25-
65) years.

The results showed a significant increase (P<0.001) in general in
the enzyme Alanine aminopeptidase (AAP) in the serum of
chronic renal failure patients (116.0 + 3.4) U/L while the efficacy
rate is (105.5 + 3.4) U/L in healthy persons .

It was also observed during the study that the concentration of
adiponectin, malondialdehyde, urea, and uric acid showed a
"significant" increase (P <0.001) compared to healthy persons.
There are significant decrease (P<0.001) with peroxynitrite



concentration compared to healthy persons. There was also no
significant difference (P> 0.05) in BMI compared to healthy
persons.

The  correlation  between linear alginate alanine
aminopeptidase (AAP), adiponectin hormone, oxidative stress
(malondialdehyde, peroxynitrite) as well as urea, creatinine,
uric acid and BMI was studied in blood serum for patients with
chronic renal failure, It was found that the correlation
coefficient (r) between the level of the enzyme Alanine
aminopeptidase (AAP) and the other criteria based on the
regression schema and there is a negative relationship between
the level of the enzyme with (urea, uric acid, creatinine and
peroxynitrite) in the stage of chronic renal failure, while a
positive relationship was found between the enzyme and
adiponectin, malondialdehyde in patients.

As noted in this study, there is a positive relationshep between
adiponectin hormone with (AAP, urea, creatinine and
malondialdehyde) and a negative relationship with both uric
acid and pyroxenitrite in patients with chronic renal failure.
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