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Abstract

Background: DM contributes to the progression of DR as a result of
multiple risk factors, including oxidative stress. Despite attempts to
control risk factors to prevent this disease, it still causes blindness.
Therefore, it was important to look for other risk factors that may
predispose to its development. Among these factors is the possible role
of alterations in serum HP levels as an antioxidant by inhibiting the
formation of free radicals caused by oxidative stress.

Aim: To investigate the Hp levels changes in type 2 diabetes, and to
investigate the relationship of these changes to DR and their
inflammatory and metabolic risk factors in a Syrianssample.

Materials and Methods:An observational study of the case—control type
includes 90 participants who were distributed into three groups (18
individuals within the control group, 36 individuals within the diabetic
group without an DR, and 36 individuals within the diabetic group with

an DR). the samples were collected in the Ophthalmology department at
Al-Mouwasat University Hospital in Damascus between 15\ 07 \ 2020
and 30\ 12\ 2020. The Hp levels of the three groups were evaluated in
the laboratory medicine department of the same hospital.

Results: The serum AHp mean in diabetic group without an DR
(21.68+36.65) and with an DR (23.88+49.49) was significantly higher in
control group (10.16+17.29). Hp mean in diabetic group with an DR was
significantly higher in diabetic group without an DR.There was significant
correlation between Hp and and CRP in both diabetic groups (without and
with DR).

Conclusion: the study revealed association between increased serum Hp
levels in diabetic patients and DR development. Thus, it can be considered

as risk factor for DR development in 72DM.
Keywords: Diabetes mellitus, Diabetic Retinopathy, Haptoglobin.



XVI

L RN
o bl Aadall i) (re ss L)) die Adg yeall Gialpe¥) asil aaf o)<l o lall 2y
s& «Diabetes  Mellitus (DM) =) ¢13) . Lalle WLl ayfiy (il sl Uypaae
4 dawalsl) Adlally cclisig ally ilanlally SOl O Gblaaly il (U (e
o Sl elall byshad i LA S dah s JBILs a2 S adaB b el J8 s
o e Jaall agall e cllily L o)<l A0EN Plie) Dyl sda ol ey asladlial
e Lgialyyg o Kd) e lall HUsil Jalse agh dlglae DA o DAY 228 Eigaa il
@Sl glall ¢ ) Tapall oda HUSAY) Julse anl ey . lginllass Lo (uSall AL Jalsall
Jlse e Slad L aall aa i g Uil aa )l Cilen & hlaaly (Sual) elally 4LaY) 52
ClaSgall G cplsill DA e 1Y) QS aniy . s Sl e 5yl Ul
ansSY) Sl oy Sl KAl Pliey Azahel) Al s 52usY) Glaliagg
28 Zeg¥) oda Chraia s ¢ Apapall e g¥) 3bn ) ol S dayd e aaldl Gajal
4iag Al Jloaiily Sl L) (Al dady S8 Ul due g - L5 i Caaay
Plie) (e G ALl Ui Jalse Japal cslaall oty . (g)Sull 458l Pl sk

eyl s¥sa al aadl 3kl Lo Q1Y Ll V) oSl 480500

tdaay)

&b Lty oSl Al Plicl ekl g a8 (g,al Hlaial dabse e i) gl (e
O AV 13g) Sl (g aills ()5l easal) el Lendl (asall Cisan adgiall dagyill ypaas
Jalgall 038 g o Jalgall 238 5003 DA e (ga] Lali (e JEAY) 138 Eigan alas dals

all ladll (i csle il asks - aaal b e il lginne a8 Jainall sl



XVII

aall SN s a5 Leaglag dae Y1 Jals aal) b <I Plasl Pla aladl Hb
Oasle sulel) ae 8yl jall Cliadll adipy (Lapdll 3y L (Lajes o Lgmil any Leyydd) (55l
O BN ) Clasaall oda JSI5 3555 . msle silelly (msle saell (e il adee S5
A (10all) argd) e olsine Caraes Tam pladl jall Ciliadll \ghany a8 3l 4 Sl 4301
5O sl Gusle silell 550 ol MLy daeS s pued) 3a e Ball edal) JS& Sy
(s anSY) Sl g saall A8 5auSY) daty syall Hsdal) JSE (e yall iliadll aiag
s (e il cladg g (LOL) A8ESN dimidie dpea i) iligisll 308 aia il

kel Agle ) LAY igaa (it ey (g5edll g lell

s argll
a3yt ol e U il b sl ilell Cilisine b VS 3pas o Liaid
A1) oyis) Jalses (g Sadl A 8l Pliels Gl il gl g e (s B

@Sl 51l g A Dol Gpemall Copgld 00 B ot (ABlERYy



45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

s B ¢ 3l

Lndal) ¢l il daa e



gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

:Diabetes Mellitus (DM) &l ¢13lf ; ¥ i
sdadiall-1
SO Ghh el Had DEW (e s Diabetes  Mellitus (DM) oS ¢ 12
s 22 Sl b sl J58 o8 408 dealgll Adlally ccilisig ully cilien g il S
Ji Lo Y ga 3 el die dagyeall (abel) asil ol aisS e a2y UL Su da Cugaa
e Lzl 2yl iy sl Uyame 85y i) 4 iajall (i) e 5 dius (3000)
Type 2 G haill e oS0l o2l 0 25 e anl@l cpall Q50 8 Pl allall clislany)
Sl 4530 Canndil 5 cadh LulySidl Cayemy ey (S laaas Diabetes Mellitus (T2DM)
Al LA elly b ey (T20M)  SG) addll (e oSl o)) 53000 8 daalusd 303 ¢ Liac
Ll s Adhiaall ligasell GBS o Laally (B LA com LA Al LAl (Al

(1) IS Bl aa, gl led)

The ancient Egyptians Frederick Banting Hoechst Non-insulin medications
The first descripted diabetes and Charles Best Arg™! Arg®? A number of non-insulin
as a disease and suggested Isoleted tnstlin: from antinal nsulin developed therapies for diabetes

metformin, GLP-1 RA
and SGLT2 inhibitors etc

treatment -
o pancreas and  successfully

administered the insulin to
individuals with diabetes

0

1889 1977 ‘ 2009

9 .
1500 B.C. 1984 2020

®
3
&
@

Oscar Minkowski and Marki DeFronzo

JOSCph von .\Icring The first total chemical The “ominous octet” model
Observed that a dog synthesis of human recognized the role of fat cells,
developed diabetes, with insulin was performed the  gastrointestinal  tract,

pancreatic  a-cells, kidneys,
and brain, together with
muscle, liver, and P-cells, in
the pathogenesis of T2D

all of the charactenstic
symptoms of the disease,
after total pancreatectomy

Bl sl g3l 3y Type 2 Diabetes Mellitus (T2DM) SEY balll (g Sial) o120 3kt adl) Jand : (7) Sl



3 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

bl ol1-2
& A International  Diabetes Federation (IDF) 520 gadl B plE
(693) A aaall Juamy of 285ty 2017 Alall b o Sall A (e ilay 1S s oyele (451)
Lippall Ailaial) 6 (o)<l o130 I giad) LYY il JAl (e A3 il 2045 2ladl b Lgle
Jame 3y PL20TT ple Sl 433 Al ovs (%10.15) L (oS00 6130 das cazly 3
2130 Lalail ol Y)Y ladil) 5a5) 2017 clislaas) Gis oS0 100 (e UGN Jaadll Ll
L o8 el ¢ (%16.17) psanlly onll sl (3 oS0 s e %95-90 iy (<L)

. (%15.6) s

. .". 5!\_3

American Diabetes Sy 5 &) Lmany g KLl 4 Al Cusn g8l 613 il

:Lalail 4yl 3P Association (ADA)

Lai w1 Type [ Diabetes Mellitus (Type 1 DM) g&oud) 13 e J3¥) Ball) v/
&y «Insulin Dependent Diabetes Mellitus (IDDM) 51 e adiaall oK) ¢
ML SRL Cbadll (capall (0 %10-5 say dtians

Lad annsy :Type 2 Diabetes Mellitus (Type 2 DM) g &ul) ¢1ad) cra (SEY ball) v/
Non-Insulin Dependent Diabetes Mellitus sl e aaind) ye &0 o131
O, QAL claddl (e %95-90 saiy s 3y o(NIDDM)

S GG Bl 4 (a3 Gestational Diabetes Mellitus (GDM) el g &l s14l) v/
LY 35l Jranl) CilieLisan ¢gaal Liagat 38T Bellabals 4 clbilcaally  Jraal) (e CulGil
Yl sy &L £ 1Al Lo Bale s L )R 1A (e B Laddll,

(R eI NS (e %51 sa3 K& : Secondary Diabetesssill) g &l ¢10 v/



45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

s Sl 23N cpa AN Jaalll Lnal ya¥) A31Y)-4
bl Shlue e gshii il Lapall Gl e aell ) oS00 o130 Ll oY) Z0V) 250
LA sSsle g ) A (B g3 adlin

- Insulin Resistance (IR ) cxlswi¥) daglia -]
— Aullall UDAN 00 W) Llai ) 8 (mlaay) ) (IR) Gl sui) daglin 5

Glygisal Ghsall 3 Jilall gD A dlaind cgleall gsind) ol ¢l s gD
J e 35S lall Jaud (paleaily 2 3 5uSslal 2 ) Bal ) Aaslial) o3a g3as P00 S le
s Aazasleall Gl 2 L) 3oy ) Ui LA aday Lae el gplly 2S5 cDliasl)
) b B a5 Lae Lgttlag e Teda Wiy LS 286 05 o1 3158 i
001 3.0
& o Laa co)hd] (8 Canimy cpland) Jae (8 Q1A Aagleadl) Gal ) daglia e
W (T2DM) <) 13 (e 3B Tl g
DAl 05Ss Gum ¢ )SE) S1AIL L) Jile A el A slaall cpl s Ao slie i Laiy
Cilgie 33 DA (e w21 35Skl 452 sl e Jaliall LalS I3y 51 lnaa sy
ol el salBale aagi ¢ Bmpe Al a Glsad) daglie L olysAl 8 ABED (el
Lapda ,¢ oty White  Adjpose  Tissue (WAT) ¢ Layl) 3adll da ) i i
O o B gDl s3lae @il e i) sda ey gsind LSl cox Gl s
Tissue Necrosis Factor-o a—asl i Jale Jie Ll Jidle (ailad AY) (el
Ul e clsdloda 338 W dL-6)  Interleukin-6 6-,815Y1s (TNF-a )
@il st el Gl Uil (e S oy U (Metaflammation) tpas. e o5 g3l

adall (e ls Cplsns) Ao sliay Jagyalls e DELYT e aalll Gl ) s il it



‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

Adal) Aal) sansiall Alalay el LAY aaas lag LT el ) 2l sy
e V15 Aaasly) 0 sale) 6 Al oda L Aalagidll M2 Glalll) aalid (dly Jagale o3l
ol aie Caags SN Lajd cye Lanlill 50000 L) ae KA e A1ad) Aaa¥) sae Ll Lgad)
L) i da oY) (it e anlill Y] agad . Chany 38 o laayls Ll dan) 8 dausY)
Lo Alals Laad daaly) 3 s Gt caangy PTG DAY s 5Ea0 (5015 a2
M] Sl aad (e sdle M slaall calalll) sliayly M2 486l calallll des (aleasy
Nitric  (NO) &Ll sS4l 5 Reactive Oxygen Species (ROS) ijelil) S V) ciliiia
Gati Laslial adlaY) A0pall) de V) 500 4y Alad) LDAN 8 cN3S s s Oxide
o 1= 3l Jainy janadl Jualadl (e dansV) Gadi cilia e il alayy 1910150 <)
pdaais Aoulgil) Cliad) e el (e 3as Uss « Hypoxia Induced Factor-la (HIF-1a)
iaglie N o35 @2 ly Sle gl 5 omml tey A DA Aa Y1 Gl ea s Al A sl
i [ VA PSS I N VIR D SN P I s PSPV R O PR
Aty (Dlimanlly AU B ey S5 5 Al 3 el Aaslia 50Uy e (T2DM)
O @S e IA Gigang el 3ha) 8 Cana SIS e iy culpSall ) ja Cilagilg (A3l

: (2) S U T2DM) B L)



‘ gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

METAFLAMMATION LIVER ] |
.
U
L
]
ADIPOSE TISSUE NG
- *° CYTOKINES 2= ’E‘
% v’ ,S * (TNFa, IL-1, 1L-6) /7 cke) ETAL MUSCLES z
8 Y % ) : L TYPE2
y ¥_ v | DIABETES
X INFLAMMATORY £
= CELLS B
- PANCREATICISLETS ] !
T N
o s
w
2 '
4 -
E T
oc 1
g " s

U9 oSl g hall shai (B Cilgail) gl adads apesi ¢ (2) S

daglie ()55 ¢ A LAY Jlatl) Jans aiiy (720M) S8 L) (e S0 1A b

Free Fatty (FFAS) 3l igaall Gaseal) (o 23a ) il gisall ) die andy Las + al sustSl]
o olen) 5B Coaaaiy ol cOlmall 8 ol daglie ) g3p )y cAcids
(FFAS) 3 a1) dall (i senll 510 536 G cpoad Jiatl a3l il el 9,y o
Laudl) salall oda ed PP clipapell Gllall Sl apl by e el DAY G
Aans) 3 ol 81 pe Tl sl 3 (FFA) 5a)) diadll i gand) 5245 535 1 (Laa )
Al K 4 aaley 3 bl 4 adagd) JIAN celld 8 Ley o DlELY) 8 VS )
(Cfly e ety (DAY Ay (Endoplasmic Reticlum (ER) sl dglad)
(liSoadlly (SR Fan SN GlAl e el bl e aay PP,
Glallll) dadiyd Lelid) WDAY Gy sl Abead daw¥) 3 Glaill cliag
iy Cilaaly Alga) Jile Tilugll (35 b Uil aaliy Vea o (A5G0 d55alll LDAAY),

s (3) osa Plasadn



‘ 929 (5 S ASad e aa (g Sll elall (e (BN daailly cpubiaall G sal) (10 Alie e Jaaall e giila il gl Al 53

s

|
Proinflammatory @ Il !
cytokines

Obesity \

[

Acute FFA Chronic FFA

Syslem.lctuw grade inflammation Lipid xidation Increase C%%*O)O D O O O
= ero; lecrease
i beta-cell mass OO O

beta-cell mass ( )
Prostaglandins O%)Q O O Q
[ ]
a? 0 )
i LY :o'

Mitochon- h .':. Increase Decrease

drial .‘ insulin secretion insulin secretion
¢ !

L l Compensate Lipotoxicity

insulin insensitivity
ROS|RNs
Insulin
resistance and

e
J J

cliggiill @)y cOELN Gl b L) agad . (T2DM) oSl s1a) (sa AN Jaadl) ) ghaiy Oalgadt) Laglia b Lidad) g0 1 (3)dsil)
(ROS) Lo i) fuaus ) ciliidia ailgiy oY) usll S (FFAS) 3l Aadll Gagaal) jjad oo il Adaaill Aaidly s 3usY) quslly Aulgaty
24 (T2DM) &) ball) (e Kl 10 Eigan AL . Adasnall ¢ Liao¥1 B il Gabdie Ll Algaly) Ui i) i .

:f—Cell Dysfunction ily,Sal Gy DA 8 sl Jlal) -

Al 3 LS Jayiall el sl Alls o P g e G LA 3 iulagl) JIal) (3355

(IR) il sui) iaglia ) 5355 ) cHyperljpidemia A0 ass iy 2A) 5585l Jayd Cara,

Aads bl Liagat ¢ sl CBBY 8 LAY Ao B LAY Gl Lias .« gajall lealls

B 5 sV Sl ((ER) Al gl Alall A8 S cInflammation g \S

238 Hlud ) 530 LF“S\J «Amyloid Stress 1553 Xy «Metabolicl Oxidative Stress
[12—25].M\

WA & Gadagll JIAN Y (FFAS) 55al) adll Gageall ¢ Libls a2l 35S5le Jayd (53505

it PIA (e Ul gael) Alail) A8 (S amyai ye Ll Apoplosis 3slal) dlein)s G

sic dblug Unfolded  Response Protein (UPR) igshidl e liss yll i) Javss

i

PO Gy LA Capas iy o3 DIEY Yy 2 8D (mpat ) il P2



‘ gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

Anglla) (sl S e iy Axiall 5 Sl clysine a3 celly e 3dle
Islets of Amyloid Polypeptides (IAAP) sinll sxae 3l ) 5alls Proinsulin o | gl
Gl 71 33k)s (JAAP) il sape 2l ially cnlsad) pad ) $35a Gy DA b
Jlnl e Jaas )88 52 . Reactive Oxygen Metabolites (ROMs) Ll @l a8 NI
e 2 ) (IL=1) 1= STy )3t (miads dilpel) dladl 400 Ca™? oS 35

[26‘12].131‘)6'55 agall algaly) sy s Macrophages i\ Jaxés
Gl 3 QA A casld Aay cplsaadl o ¢l Bl (e Gl aSn 8 1A (8 G
Eigang Gy s peall Gutil) cundl gas s 308 (& idas IR ) 535 o) 0Sar LAY

t(4) S M g R 1A e BN Ll

A »
~ | T Glucose
Glucose
Insulin granuie Lr-2
- - ralaase : -
" g V2 basulin ;
Glucose Insulin . Ghucose @
| 1
T La
Pyruvate Pyruvate .
l £\ I
- G | X 2 \
' Mitochondria \ / Mitochondrin \ \
Acatyl-Coa | | Acetyl-Coa |
| ROS @1
- | - K
NADH | Karr NADH ' | che
' Channel ' | Channel
= eTC—]ATP | - b &1c @ B4y
FADH, ‘ \ Y FADH, |
C
11 Glucose
Gliers o
—
feTc~ = »y
' o "
' ROs | ROS
) \ A\
2 e\
tros <:‘ =74
Mitochandria

ER stross
Mitochondrial Dyshunction [Turtoktng proteess: | rssin

| atn A, [TRos
CRos T

YV
Oxidative Streas.

cg Rl 1A ey alama¥) LA Ao Wydliy (ROS) le i) s ¥ cliiia g o (gghals (il Aurbyi) Gy LA B 43680 il : ()08

IS5 b 08 pa i a) sl Jad Alla B G LIS 0B (i Colma) ) i £ (B) Knadal) ALY 6 Gy LIS B ool 080 301 (4)

A 585l Jad AR sediy bahda : (€) . lged¥) L8 B VS L) 535 Laa cliital) Aaly (ROS) 3o i) i sY) ciliida adsi 2 abi) )
QS VA G o2 oSl ujas Al L e aasY) qosh) Basd il b (ETC) 0 50Y) g Alulu pe (ROS) Aol a1 e 255 8
Jalas Ca cilig eyl anh el L ALYl . 3l 13g0 Aalad) aL) qapeny Agphaiall 4 oplgant¥) iy aSU A (ER) Aodppgl) Ailhal) Ay
@A (ER) Ll s illad) Auil) Lpde jue el o (ASIA BaLSY) (g IS ayleg i 6 (ROS) Ate i) cpanas oY) cliliie (i 313
Endoplasmic :ER .cliugdl 35 ¢y5si3 Adenosien Triphosphate :ATP . (MAM) Mitochondria-Associated ER Membranes

27 Reactiev Oxygen Species :ROS .2- ;sS4 Jii Glucose Transporter-2 : GLUT2 & ggl d3ilal) A2 Reticulum



45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

:Nutritional Factors 4313l Jal sl =
el 55Ssle g Lan) () gsalilly R e oS ey Al A0 Apeall (5355
@By «Very— Low— Density Lipoproteins (VLDL) 33 daycas Lpaadll calidigyalls
. Triglycerids (TAG) Jsysslal) Juudd Dy 2l WaLlayy Chylomicrons (CMs) 3Ll
QS Y o355 Ly ) «(ROMS) iple il n oS, liliinns 58055 g Uil jajnd as

2], o0k QI (il ) kel iy

:Physical Activity -l LLE -
12 e PEN Jadills 3300l ae Azl cplailly ol BLEH) (mlass) o A8e aag
Fio daasl¥) G 5 00 85y 5aial) dpledl) J8 Lo cliial) ol cidlall oaa 3 P o K0
Tumor &l 2,5l ;a3 Jule s «C— Reactive Protein (CRP) C Je\&4) yiisylls «(IL—6)

W2, e Jm3ad IL-1 4« (TNF-a)

:Metabolic Memory 4:Mai.Y) 3 Sl —
OsSlall lgie Jaria aay s (o K0 6 1A R el L0l 5,SIAl Cayd
St SIS cEpigenetic aylad) (sl dpalie) LN oda (e LAgalye) bl c_aj Cpanail g
s )& Y Zalale Nor- Enzymatic Glycation of Proteins sl iyl

2 sl ey

Mitochondrial Dysfunction <l & auda sl QIS -
omiais clgd ASIgiully s3ylsl) Alal) o (1A e el clpaiiall 8 Jadasl JIAY gy

Adenosine Tri-  cliwdl 0 opysial g el A (aleds) ) Edpe 520SY) A3l



10

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

Superoxide 1S G5 i 7l e 3y s (SN Dl ) Phosphate (ATP)
GUND e i) b (ROMS) 3le & cpanS V) cilliiuis oS)y5 ax)y . Radical  (0,7)
ol yiall LYY 508 ity ol i) daslia g ol dinall ada gl JIAD) cp Jayi ) A i)
e A5le s el ially cpia ) die gl OB ) Copla s AT DLl b

M2 o palasd)

14 pmd) G2l 25

Polyuria J)s4) « Polydipsia Cslgal) 5 &) 13l (e SEN Jaail) & (eahyeY) o
Lijie (503 8555 agaal 5 Lol e (ilay Jaadll 138 8 el alixs . POlyphagIa 365 52455
Hyperosmolar —ilsausy) Jayd Lysue Eigaaliimye €I gl oVsay . ol dilaie b
Ol coma
o dill 6

Dl s3e ) Zilal Slel <5 LS dpal) e e (o RO 1A i 35 aaing
[10,9] :45"’} :‘—J)-‘M
e 4%eds 1 Fasting Blood Sugar Test cilelu 8 alua axy aalpall 23 S e (1
Gzl auly Al s Jyf 31de 125-100 colS 13 (Ja [ 3de 100 ¢ J81 g5iall sl
Jo /& 125 o el culs KF «Impaired Fasting Glucose (IFG) liall )5Sl
LR 1AL lan (g palld
sulae i3 :Oral  Glucose Tolerance Test (OGTT) geadll j5Slall Jaad jlidl —(2
O J3 05Sss ce Ll e Je 250 8 I 55Kl e & 75 elae) (e el 2y 35Skl

Impaired 35S Ja)l Jaad lylal Ala 8 Jy/ade 140199 5 cgsidl (a3l sie Jofglal 40



11 A5 (S Al Jlie) aa s Sudl elall (e S Jaaily bl ) sall (e Age die Juaall cule gila S gl 3l

(R anpe die Jyfide 200 e ST < Glucose Tolerance
diad e JNy sa5 :Glycosylated Hemoglobin Alc ( HbAIC) )5S slall cladll —(3
S e (R Bman o cojlie (5S35 Qi) T3 Baus ) DA Le s S W3 5S4k
O iy (o KLl e Alajey o Lad %6.4 — 5.7 5 (o Kl (e die %6.5 e S

2], g5l adl8) v %5.6

@ Nadl-7
A0 Agaall

Gilygiae v A e (R0 o3l Lagias o 3e 8 Lals 150 46000 Lpeal) Glbias
O JLESYy by e )l Gaal) caatiy lULIAY] Cisan aieg pall Tk a3l 55S5ke
B0, L aad) 2556y

315 L)) ) 6355 O 05 Gl Lalleal) 30l 3 s g lasg ) (s Ladly
LR 1A e A el e die Glldg (L) 8 56Kl

) Al aslgil)l AaSl (e ddaa] LAST ol £a aad (ald) ) Al
Cre nd O Sy Monounsaturated and Polyunsaturated Fats dayidll e saiaiall;
Jsliiy ety A ) (peadl) (e Candlll) Cong Lai a2l Glea 3 day iy 5 Slall O

B30, Long—Chain n-3 Fatty Acids ilulid) ilsh Zaadll (o seally 2ad) 4,229

b il Ll
SN 0 PARCS D S T 515 RPN PS4k [ S [ PN VIR P R

BOT ey

1 R 21 (e BN Bl e



12

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

ey Ladie g KL 213N e SEI Laidll S5V adal) Tadll Metformin ce)siisa) az)
aaf g A3 A LA Gkt cang 431 xasall Jladd) (10 % 1.5<HBATC 5558 sk (iliadl)
clialak « Thiazolidinedione s vl g3\ «Sulfonylurea sy Judl s :a_JGl) iy ooy
Glucagon—-ilike Peptide | Receptor Agonists (je!\Sglall aaliadl 1 aginll ¢ LEts
Dipeptidy! Peptidase 4 Inhibitor (Dpp— Jasull 335U 4 laiy <t «(GLP-1 RA)
2Sodium — Glucose Co Transporter 2 sSall agaslall Jili clatia <4 /nhibitor)
BU. sV i ¢ Inhibitor (SGLT2 Inhibitor)
scaUadidN|-8

Lebes oyl 35 DA yedan ) (aslladlial)) aslie Liae (re @S5} o 13d) 3y 9das U
(sl (alaally AN R (a®i Cigs Jie g KL A1 U1 ol 6 alas 33la caldadas)
Cayocy 48555 ¢ R0 ¢ 1AL Alal) 530 5005 ae 2235 Caganll 235k Y] Aygha Alaje culladlidlg
Jssind £ ¢ Ll B2, Hypertention Sl 518 e L) GUDEAY) 038 (e cadaai (e
tonest G e ) Atle gl claiaYy e (TAG) Jgjppatall Jundd D5 Jocadl
i b)) ) oKLl 13N Sy : Macroangiopathy §-pS)) iisadl) e YY) JSie) (1
3-2 jlaiey (AheLedl) chlSLs A0 culy i) dle Ll Ao V) Dliels calill alyls LY
Gl e ol Dlie) g liaa 20 jlaie 20 GLLYY iy lay) hd salyy PGl
B4 2
L) N iaa 33l ) 3% : Microangiopathy g Sul) b yaual) 45 sad) e Y JNis)(2
SN ) lladl b enl) SV (e %2.6 A (g3t P g R0 LGN Plie] Cary anlly



13

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

:Diabetic Retinopathy (DR ) ¢Sl i) e ;L

. Aadiall-]
Y cuall Sl G yieh sy oSl o100 Tasla Uaa) (o) L350 Plie) aa)

el 3 488N A5 0al) Ao S adlagind By e (Sl 613 GBlus 3 Alalall 230 L)
(S LS PDlieY Ly A1 8 A6y A3aS Ty anl) (RN Gla aling P, <0
MOl o dle sl V) 35 8 Jlad U agd o (Sadll e Sl

sl -2

Nay . (%27)sak 534 (DR) oS A8 PlieY allad) Hliy) G Lyaall cluhall s

Gstle (125) s <2019 Al (ra Tedy Sl 212l Glias 1l (ysile (463) Com e 3L imy

£131L Cubadll Gl sae ooy o JA8A Gy (DR) ()8l Al Pliely Glas padd

HI1, 2045 Ja o ysike (700) L) Jemd o K2



14 A5 (S Al Jlie) aa s Sudl elall (e S Jaaily bl ) sall (e Age die Juaall cule gila S gl 3l

420, ;0 -3

L) el

(DR) s &) 3355 Joie) baas

338 Claw aa gy

il

(MA) Microaneurysms sysiall ol cilgal

Non-Proliferative il ye g8 G Piel

i3 wass (NPDR) Diabetic Retinopathy

(MA) 5332al) a2l gl (e sl 2221
(EXs) Exudates i\

(HMs) Hemorrhages —as

L)W bl (NPDR) 2wl ye (5 S0d) S Dlie

Lo Y1 Al £ L)1 8 e 5500 5320

233 (NPDR) aiall e (o )SL) S Dlie

Lo Lol e (681 Lagan Rl 0330

Proliferative Diabetic aiall )<l £ Dlicl

(NPDR) Retinopathy

: JAY) Jal o4

¢ oSl oIl ALaY) 330 Jie Jaaill ALE e Jabse (1) 1) oa JUSAY) Jalse anis

Aadls adll Sland llaialy adll Jai g Wiy w2l S g IS Jamill 3L Jalse (2)

@Al sl Jese e Smb Llajes saall PlieYly 40U Dlicly il seadl L iy

HIA L a1 s 85l Jalgalls DB gl gVl

Al ey AY)-5

eV ady fay 3) A 8 AEEN 2050 Ao V) (alyel aal s (DR) &L AN Pl

Asedll Ape ) Slawsly (Blood  Retinal Barrier (BRB) iSuill gsadll jalall i03 sl iay)

Do ST adaye ) @iy sy g3l A i)y Macular Edema (ME) daid) dadsll JRisy

(MA) 153l A cilgal yedas MY 2080 Jlaily Y1 aba)ls i Lged Lol 2 ae G850

Ballooning of 3553l iyl &l Jids s eopall g B e byma lil (S5, 438 Cay 5l



15 ‘ 929 (5 S ASad e aa (g Sll elall (e (BN daailly cpubiaall G sal) (10 Alie e Jaaall e giila il gl Al 53

J e AN Jalgyy) sy (315 8 o3ls dae Al 403 WA S8 (sl Al glaa & Capiillaries
Gand ol Sy Lange Aady Y A8EN A3 gl (e Jilslall & Lityly a3l a5k L gpadll glesll lan
G il Gl sy Al uaall ol 6 (cala) dlis Lead Ll lpaalaial sale) xie
ol Cand end Aimange Anaae cileliia) a Bale 08 Ay 3350 mall A0 50ll) Wy B aan
Intraretinal Microvascular (IRMAS) 383 8 4883 435alll Ao ¥) uldgdd yelis . chslally
saley Uslae e adg Ay il s 3hlie 8 50 Hlad <l dadeie Lol JS3 e Anomalies

t(5) e LA e ) Jss

DIABETIC RETINOPATHY

HEMORRHAGES

ABNORMAL GROWTH
OF BLOOD VESSELS

ANEURYSM

“COTTON WOOL" SPOTS

HARD EXUDATES

W61 (DR) g ysiul) 385 JMaeY 45 padll Al gl i) + (5) J<il)
e V) Ayl 8 AN L) ) A Ay ) alaadl gag (D) 505 236 ae
x5 Y a5 il el ol Jile Gl i adat 2y Jualall Sl Aags 280 Plic
chldl e Afaall de V) Gy L aladll el Jalag AN (Al Gayall de Y

Lo daipes 4oy 4udih dae Y1 038 (5S0ka Bale A0 gl dae Al dagae 5 318 gal) LSEN ( Jualdl)



16

45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

$ ¥ G cidflesl) A Qall iy )30 aladl Gyl gy alad) ci) ) a5 8
b gl o 3ean Tl i lady 3N UGN Jlas) U e ds i) (ol
M5 ((DR) xSl L0 PDieY 3)ee daws 4y Agylaall LAY Glags 1) 3553 de )
Lygadll el ol Bane M8 48800 25003 e 91 3 Llasaly Al LA LRSS iy
Sled Alhdl il Jale Gligie a5alyy JLEY) 13 e aniy A3 L) 4
Lisedll de il sale) 8 aaloy Lﬁg'ﬁ\j Vascular Endothelial Growth Factor (VEGF)
a3 Lgie iy a8 (Neovascularisation sl 135 de Y1 3iy Alead) sda oS AN
13 Plie) 5 (PDR) el (oSl A€0al) Plie) ¢y Sald s J5 LS cLllainlfl £50)
Eigan (NPDR) 2id) e oSl 48080 e and (Laff SIS . (NPDR) 2l e (oSl
e Jiley (ME) Laial) Aedll 8 daidl 5605 Cups .4l ClieLiadl) a5{8 (ME) Lasid) 0350
5 (PDR) ) (s Sl 48,050 Plie) (ro ci¥lall oda bl Llle 4B L5l Le V)
e s el i ) (535 L aladl cayyills Sl Jlasi) sl (ME) daaiil) a3l

WL (DR) oSl 4850 Plic
Eigaall Hla ¢ (DR) AL LS Plie) y3hi 6 4883 Lypedll e V1 Dliel 50 Y ALyl

oo (Pliey) aa A5 6T oK A Gl b ASGED  lgaNly ouaedl (RED Kl

B 15 51 s 230yl AEAN 20 5a2)) ke gl) 3o ol

:(DR) <) L) Plae) § lgay -
S50 G a3l aidie el LN chaldan asl (DR) (g Sl 23S0 PDlicl axg
Ll e Aggane 0385 LGN e o Liapll LSl Anleil) LS ) Jhe ddlide Jalse
Gl e 35l @lyils (DR) @Sl £ Plie) (e 580 Jabyll 3 Glgll dasg

Al ) LAY ~ L)) cdadslly cddile )l B3N Al Jie AR o gadll Ale gl Linianl)



17

‘ gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

paiy ey ) ALYl Al A ) a5 Jle gl 8 delie e ueilly cansl) iy
ey ayd aandy el LA e Lty cAiliaal) 50l UMAY Qi e bl gt (g
ey Catlill Adaal 3O Jadl au External Cellular Matrix (ECM) 51 z5la (3ylasll

50055620 Olaaily 3565 iy

i oelpSall 3 b o Dealal) Aa ) 8 Gl i) lalll) Jns 3 gy (S0 1004
oia et PV e (1L -18) BI-0uS 1Y) Jie AlelN) STl 5l 8 Joadll 12a
¢ (CRP) C-_Je\&l 5yl Lead Loy alall sl culisig p L) 8 5Ly ulgil) ol sl
PO, Sl Jalse s i pall 7] 3 25 ) AdLayly

(PRE) 35020 e lall 4l LD Leaith (1 A0 ei) a5l (6 ells e 5500e
BT (DR) o8l L850 Plie) gaa b 150 L) DAY, Retinal Pigment Epithelium
: (6) J<a

Intraocular production

Proinflammatory cytokines
VEGF

Other

Insulin resistance
Obesity, T2D

BT, (DR) gssul) 35850 st (b auasally ol clga) 59 0 (6) J<al



18

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

salll dules (HIF=1) 1-30SY) ity aaill Jaled) clygie 3 g Wl 2300 55S5le dajd e any
oda e il ayd Jaiys cInsulin-Like  Growth Factor-1 (IGF—1) 1- s J3Lal
Gadl sl Jule e el e Liad 23y LS cliage A0l lia) Bans jlige LA (alsal)
QS tasly Fibroblast Growth Factor (FGF) alll a5 N1 saill Jules (VEGF) Jilesl
PO Lipanl 4 gelll Ao V1 oty SN B o) akay cJalgall 038 oSV 30y
o Al Jle LSl UL e LAY (e 2l p 1ol Jrant el e $00e
LAl ) dslayl Pty sl il da i) ciyaa g Miicroglia <sGandl) asy S5
Lic Ll LAY @iy ccliindlly cladlll sk L Aanl) LAY o 5,0 40800 LAY, ciulay)
Odis )\ Interleukin (IL)-16 f1-S s1ils «(TNF-0) a= capsll 33 Jale Ay e )
saill Jule s Monocyte Chemoattractant Protein—1 (MCP-1) 1-aasll SAlesll Gl
o bl HEEN e B PDlie) Glaa) 8 Wilugl oda el . (VEGF) JAlesll )
£l L) LAY (o 2 B oLl B Jiaify paend e pile e ISy, dilladl LAY

00, sl 3] e il 8,08 (g
03588 Jalgeg ¢ galll Jalgers Al Gl gilally il sl ysay ¢ Lianll S a5

“ 5 . VEGF ;LC ‘ .w‘ f‘ QJ.AM Z\_:\:\ “\}“ QL}L.\:\S ....ﬂ \ D'SA Lj.-}ﬁ:‘ Y -;\:\ 33\ ‘;\-)Q :Y\
g & & pely Agadl) dxe g

L (BRB) 13830 (55e1) alal)

Nuclear US55l Jalall Junsi ) AN 6 Giaas s cdileiV) Jdle ) 250
e Amiiye st die it 35 2l ()< Sy Aai L Factor-Kappa 8 (NF-kB)
¢ (TNF-) 0= ays ) 5330 Joaley «(IL=18) BI=cuSs ) Jia Al ] Jodle i s
Inter Cellular 1-(g51al Gy L) e iy oiSliu B Jie 3LV ciliia g cili 5ol

162, Adhesion Molecule-1 (ICAM-1)



19

‘ gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

03], gy LAY Qg ¢ llly Al lall Bla) (TVF—at) capsl a3 Jale s,

Caspase—1 1- 3lulS Laaf S0 o120 Jagy AN A5, Dlladl &) 8 oye ) diLaY
i PP U0 DS e () 1 B a5 3005 ¢ (IL—1B) BI- xS ) 7 L) ke
Jalall Jpmiig ¢ ap ) LSS Slasailly Al sadl Ao V) A03 5 50Uy (IL—168) Bl- xS Iy
e s ad 55 28 L6 L eellaS O B LIS Caga s (MFKB) LS 5530

DOl LB lislaallly cilamgll Lyl o L

Glaill Jlesl a8 Jalse s Blail) il Jundi ge Galflle Jalsall 038 il (e iy

e ) Alay Uglalll e daes eV aall cculindll cenlalllly cilaagll (e ¢ Liand) il <Y
Cilipaall dasily «(BRB) £ 55ad)) Jalall 8 Cinia go Uhise dlajpall 036 (palyiiy 3500l
s O Jeukostasis s Laapll D 535S 5 Aleal) 038 Cipads O A5l LDAL gy 450
s Slamlly NV anll Jie sl o8 ALY A5 LAl Ao ) AsUall (e L 25 ddlee
iag Al Ayg il alanily due s sl ) 0% Lae A8l AN 200d)) el A Saiad
(NF#B) Gl 5553 Jalall Janis w2l 5585k Jajp e any 13) 067 2280 250030 de 1 il
ey Adpadl) A V1 A58 30l AR LOIAT las 4o iy Lae A0a) dleal) Jonisg
Salall adaaty el adlly ¢ Sle gl Gl Gigan 8 oysn A8yl cdaddl 23 culeld

2 (7) e PO, <) QN Plie) 3k b gt e . (BRB) LS (5503

81 (DR) (o jSial) BS3 J0) A5 b Llgal¥) Jila Jaibaugll 4000 (7) JS



‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

oda 3 LAY Cige U 50uSY) CoypSll Joni ae Ladlit AalgilV) Aileall oda Juni sy

idagiyall (553N Gl ey @Sl I 3 d 6 g Lo off LA (aillay J13 5 da ]

[68,69].4_.|

{(DR) Sl 4848l Plicls gansY) Sli-

Gead) s b Gum ¢ (DR) oSl A8l Plie) Ergant Tl L 2usY) Q) 2}
35S sladl Oy CpamnS ) D) s8) @lld dgayy (AiansY) A0 dia e oliael) i e
a3l Ay (385 G I (B AR e eI I T all 30l 13 8 e
Ol i § (ROS) Ale il (pma V) el 7 1) G Jualal) lylaisadl Gas s,
Lga (e 5208 33liadl) e iy dga e Reactive Nitrogen Species (RNS) iilel\dl)
152 (RNS) 3l & (paa g yidl) calinis GBS (ROS) Ale & an€ V) culiiie dllias 3 ocg Al
Gl e Aaligie ) Lmiiie Sl llin ) GGG 5l s sade i Lasy)e
JluyeS liiiiall sda Juni ¢ (RNS) Al pa g3l i 5 (ROS) ile ) S 5Y)
sale) alatis deliall aUai Jarim s e D&Y )5 ¢ S (DAY 5l 5l Redox saliall e )lay
e ST T aaly s S0 e getint lh @B o el el TG0 de ) Ak
e Lepas Gy Jeldil sand Lebany e oa)al) ljlae 8 dagliiall e dajll el i<yl
72 20y LAl L0k 1 e Dggae dAlluits cDlels Silaa)

&V a8 Al AL (ROMS) A3l ) (pmuS ) cldiiads s 5all jsdall e apaell el
L PO J SV PREENCS (RSN

ol JaSspaell Hia (02%-) anaS V) 358 s e LiauS Y 55al) H5hal-1

.Peroxyl Radical (ROO*) Jw& 5,0l jiss «Hydroxyl Radical (OH*)

(L#) Gan ) 53alS) (R) 45558l Hall 5l Jhe A nS Y1 5t 552l 53al-2



21 ‘ gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

Lipid— Peroxyl Radical sl JruS syl jia I8 S V) pe deyuny delin A
055U IS Aol LSl sl (e S ) (RS#) Ayl 85l saally ¢ (LOO*)
o Iia A cfienk ay Gulailly 3 pallS) AEN) aled) syl Glutathione (GSH)

() sl el

Letas) CilaraSs e smelly 033581 Jha S3all Hsdall jue LAl dua oY) -3
L(LOOH szl 23085 55 yuelly H202 jmS V) £ )
Y ) ) clleal 96 cilaiing (ROS) Lle il a1 ciliniia sl 35
Cigally LAY 6 ey B2 ) (5350 Lo A055) iaganlly cilisig lly capaill an s 50
Ao ) Cpa S i s ety Y syl 070 Lgigas da i) Caliy gl (gl
eV san el b Ly (DR) oS0 LS DlieY Labayl bl b lga 2 (ROS)

2 (8) Jan Py,

C Diabetes/hyperglycemia )

\ 4

Reactive oxygen species (ROS)

o 1 &

Mitochondrial
dysfunction

Oxidative
imbalance
‘ l DNA damage
Denaturation /

of protein —9

Cell dysfunction/cell
death

Retinopathy X

B (ROS) 3o\ cpanas ) ciliiiia . (DR) g Siull L8080 IS (B 5 2usY) il gl pas i JS 1 (§) SN




22

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

28 2She say (i Syl Wil e G (RVS) e l8)) Gang y3ll it el Ll
2SI gty B Al Y 358505l pa (INO) il 0S5 pppms a3 e (R Je )
Gl Baly 5 Sl 1A Bl & UK 8 Slis V) gt ooy Glim Y1 e s gausY)
2l Adlad i ) i) (e i Liad allas ooy LS BHailag) LDAL _alss JIa
Gligiue A (ali die xiy bw « Endothelial Nitric Oxide Synthase (eNOS) <l
(NO) &Ll 2§l we G 23S Y1 Jeliy L 3l 2u€ V) g 8 2Ll sl aus
E B P SN P RPN W i [ JENIY BRIV RVH [RCHIT: I W) RCHIY- Qg Sy [ 1 P
Ll ae el of il gyl Sy om0 K00) L0, T80 (Pl Ak pall Aanly
358 e Jled gite sy (Ol An) (s il JiSanl gyl 8 Al (5,80
aie za% Lae DNA Calig a5l 320815 casacilly cciliigpl) A30ad Jafin e dadyl Cali )
Cagi g pl) g 3La3Y Gl el ) iyl B As il Gy (g5l cagall Cusan
WO (BRB) 4852 (5502l 3alall alaaty €50 Ao gl 8 o limll il sl 30l & 1)
eIl 8 LA e M1 L 1) (NO) il syl cilysise (alsady (f (a4
Hall o320 2 cra A1 5585k Jaydy Alagyally Agual) ALasl) chlosal) Liad 35 (g &L
A B clatine J855 «C LS Gl Jands Jie «(VO) il 3l a8 i) e
EDlanl) LA Adle sl Al LAY Alaid e 3l 6 ChlaY) 1aa iy PP
L V) gl il aie iy Aillad) 8 DU Bask e Y 8 A0 Spall Jie cljeaall o Luddl)

: (9) ISl BB A ¢pany Tl Jidle Ala g 255030



23 929 (5 S ASad e aa (g Sll elall (e (BN daailly cpubiaall G sal) (10 Alie e Jaaall e giila il gl Al 53

Retinal Hyperglycemxa

RAS pathway AGE pathway PKC pathway

Mitochondn'ai dysfunction NADPH oxidases MMation

Vascular endothelium dysfunction mme Neuro-degeneration

'

MAPK pathway Polyol pathway

- NADPH oxidases
e iRRTeL Call G ) sle ] , )“ Mitochondrial dysfunction
Macrophage —— * = Uncoupled eNOS
) :.] b b | v
Smooth muscle cell ~ < NO
‘-Q;-—.f- Vasoconstriction !
Inflammatory mediator s o

(TNF-a. IL-1B, and IL-6) ° .
- *
RGE—————= g\* 2 o
AV :
R .

Miiller glial cell ————— J\‘/ \Q/ $

Omagially Jdall U o) . (DR) Sl 48580 e A (VO) dyill) sassl g4y (ROS) Ao &l cpanas ) el Lahyey) il : (9) J<al
Protein Kinase C C 3us (gl « (RAS) Renin-Angiotensin System (yuuis PG IR allsi « (MAPK) Mitogen-Activated Protein Kinase
(ROS) Reactive Oxygen Species ijle\&l) tuauss) wliniia « (AGE) Advanced Glycation End Product duiisal) i3l il claiia « (PKC)
53 susyl A8l < Oxidase j\yussl (NADPH-) Nicotinamide Adenine Dinucleotide Phosphate—~c\iugh agslsil) (U cpial sl g8 «
[, (RGC) Retinal Ganglion Cell 135 4 \WAY « (eNOS) Endothelial Nitric Oxide Synthase

&b (RNS) L&) m g il cliiiia 5 (ROS) Lle &) (a3 e cilygians oo

e LSV Y aans LA ey L) 5SS 3aall £ a3 Akl e LAY

e aseld) Al e 5pailly dga e (ROS) Ble il (a3 cilinsia i om (Il ol

«Superoxide Dismutase (SOD) 3.8 V) (358 36 sansny Jia 32083 30aall ¢ ) dala]
C ol E (el ¢ 5ililal) Jia 35lall 5008V ililias Sl VG SlimaSl aglls

Grimially L5ilg ¢l adll) Je 58U 83caal) cpalaall ) 8Lyl B9 0 T d s o



24 ‘ 929 (5 S ASad e aa (g Sll elall (e (BN daailly cpubiaall G sal) (10 Alie e Jaaall e giila il gl Al 53

S T (538 55330 da lSl clags¥) i) s5all 53l dadSU U e Wyt s (asaialilally

: (10)

AT HO» | i . l SOD enzymes, Catalase, Glutathione, Vitamin E,
—-ﬁ——i-——&-—-—ig " 3“_6-' 10, »oH /:‘0'*‘ # ' Vitamin C, ete,
| ‘ ' “ > Cell dysfuneti
"3;;.153‘:-”/ ‘ Lipid peroxidation <Ll dysiunchion
R - »| Protcindamage — Inflammatory responses
| o= DNA dnmaic Apoptosis
= Neerosis

Mitochond o
Mitochondra — Superficial blood vessel

NADPH oxidase
——RGC

Intermediate blood vessel
Xanthine oxidase

C t P4s0 Amacrine cell
Cytochromes 0

Bipolar cell

Milller glial cell

™ Horizontal cell
LR, — Decp blood vessel

Uncoupled eNOS

Retina ’ \

1 Cone
%4 Rod
External factors !
RPE

Internal factors ' DE' Glaucomal AMD' ele,

— Choroid

< (057) was 1 358« (“g) Singlet Oxygen . (ROS) Reactive Oxygen Species e &l (s ) cilindn] L) A causY) sl :(10) S
Nicotinamide Adenine cliush islSil) A cial sl (85858 ¢« (OH) JouSg 0l ¢« (H202) craassd) algm ¢« (HOZ ) JuasS g oma i)
@58 Jbsews « (@NOS) Endothelial Nitric Oxide Synthase &l susl 48lsal ¢ Oxidase jlsssl (NADPH-) Dinucleotide Phosphate-
Retinal Pigment &s:al g liall 5\l « (RGC) Retinal Ganglion Cell 385 sl \DAY « (SOD) Superoxide Dismutase .53\
2! [ (AMD) Age-related Macular Degeneration sl xlsl) a3\ &5 «(DR) Diabetic Retinopathy s &l 452l Je) « (RPE) Epithelium

o Dsd a2l 35S5le Jajd e aalilly cilapVIS 5V Clalias Cilyginse 3 CVAEN I,
Giangy (DlagiV) 5oy Chilias Glsiwe aidss dua o (DR) oSl G0 Pacl S5
LAY et Gl da s dlglal) 528y e (ROS) e ) S V) cllidie L) 8 Lajd
Fie cLed A3Sallpalially Lesidags Loy 2388 LDAY o2 85l jsdall aaleh dum Glilldae
Ay 3 Ley ailicLiaay (OM) (o)<l 63 Cigan G Las cddeacil) 4386315 <lidig yals « ONA
lEial cwill scavenger Sl (SOD) anS N (358 Jhsanny ax) (oSl LK) Plic
z ) b Jlad J< 0 g (S 210 Cilie Liagy Jasiyy 531y « (ROS) Al @l (pm oS Y1

Jiss Catalase (CAT) NUKH 3is, S . (0,7) 2SN (358538 (e (O,) 5 (H20,)



25

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

Sepmy Al LAl e gl @il dlisie palisil e iy ¢ (05) 5 ek ) (H20)
@Sl 1A Cigan s LDIAN s2a 8 ddag JI8 Gl e iy Lee Baaly Sl Gy LA 3 500SY)
[80].3_}@\ &
Plie) daslie 3 Y s 4l Gl R0 LS Dlie) B35 3 gansY) <) 5 ) ALyl
) Aliall o2n (5yafy (DY) BSIAM) Q3N 55Ssle dpnd Nl Taulall any i (ulSa DU 2
Lol any s Asgan Lailh) 0SaY )y (ROS) e il (pm S V) culiiiie s 48060 culigpall 81
DL 5isgle A 20
i) e B 5 g anl) By Aadin ety IS0 A 6 0V <l ey
Ol (ro ) o3all dkel b ausB e Poly Unsaturated Fatty Acids (PUFAs)
AR Al g A (A Lags g (PUFAS) aoiidl) sasae oantll G geadl (5355 A0S0all 433 gl
s (ROS) 1ile ) faa uS V) colliiiial Lasty Calaal Ui g c2uSY1 @laill 23006 Ll 3Y

U, Lipid Peroxidation a =351 2&\il) 5.0.8Y)

:(DR) s Sl LK Plic) 5 o saill 28314l 3008Y 1~
lEie ge aali asaill ool @i Led oy G0l Llee & ¢asalill 2814 52.8Y]
e pontl) (e Gyl HAa A st i) Uy 8 . (ROS) Al ) a5V
I LY s e D L s Sl (63850 oaad Jda JSEs (OH) Jie lauSiall a3l
((LOO) anil) JuS syl ia J€l n oS V) oo Ly (LO) pan ) jial) Jeliiy i

2S5 g g (Jaaloia Jo i) Taaa Tend hda Talge AT endi egin (e Ommaued) i

t (1) S PULE el Jie 32081 clilime oY) Jelis Jady sl ((LOOH) ol



26 gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

Antioxidant

-@ (ala

L|p1d perox»l r1dn,11

f Unsaturated lipid
:- @ ay " . ©® ! O0OH
wirRearrangememT ’ > SN S

Li pid h}'d?r-o peroxicie

NN AN DY

Lnsaturated hplcl radical
A
R iy = ‘Hq*
@

Unsaturated lipid
B2, alalt AR SanasY) ¢ (17) JSE)
A el el Gl 3anS (PUFAS) £l sagae Lea il (i geall Zlial |yl

Lo PUFAS o s ill 38141 5008 Canali . 50uSY1 pSI 2l Lt (e A gpne Lgia

e casnall A 50y cilaiie Jelin dum Al Dol AN e fsd ddpal
el LAY 3 jsmd ) iples LN 8 (DNA 5 iy ) 45,80 35080 claal)
LA 8 400 dlaay) Load colaiall oda 3iad LS SN de Luall 5)lglall 8 3535 ¢ guall
0080 o pa 5l 4S50SV e aaty el ) diLaay L VY (RPE) 408, T e Ll 5L all
Jle Jalsall i Janiill (NF-KB) LS (555300 Jalall Jaaaty clpaiall 8 Z0G0Y) oLosal
i e o Lyl Lyl o s il) A8 50y cilatiie Jgmud cdoudl Cudgll 85 L Aabidal) A5l
it a5 o pa Bl AEEN 50Ky 30 RS L iE o (ROS)  ddelall e S 5Y)
¢ (RPE) L8550 2 Lilall 3)Ledall LDA aya dase «H202 Ji « (ROS) igle il a5V
asnall 4all 50 3l el e sdte PP DR) ) 40l Dlie) 3k b aalugles
Grm P e cal) DA 288 4]y o3 AN Aamall L& Ll 555 6 Laga 5o

Jia ) gl b aal) 35S0k hajd e aalill . (ROS) Lle il (panS Y) culliiiic oS5 525



27

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

A 508U myat g A LAY 6 cles ) clydd oS00 Bana ol sl didag
POl Ll 3 small (RE) Gigaa G,
GL (DR) Sl A3 Plie) 35 8 lea il 2806 s00sY) o0 ) ALY
any lien 50 D et 8 JIANE Lol 8 il e LielS g0 A3a Ul Liea 3l il yal
Glysiae A CNVAEG L (DR) @& Al Placl G5y j3lal sl jladl)l Julse aaf e
dadi s «Low-Density Lipoprotein (LDL) 335l dasdia s &) Glasigpll (e LoDl
Lasliad Lo . (DR) (Sl L3N Pliel shds y3la ae lady Ualg)) jl  (HDL) 46E<))
AN & Lay (Dyslipidemia ;A0 cilas & yue) 221 8 clea 3 Gl Gyl Gl sudy)
(Joomntal) Joad DG 5yal) B (ingeal) ¢ (LOL) 336N diaiiie dpeadll cilisis pll ¢ )
MO msSal) g s KU 5 in)) ) Jasiing « (HDL) A8ESI) Ay dpenll lifig pl it
culaill R 8 Ty L) 3 (LDL) 386N dmiiie dpanl) cilisigpll Clysiose i (Y
sSslall s b o5l e g S oI 8 Ghany A1 DY) )SU dag 5 el LAl
el Jalall b G aay (0 Sl 5 doays¥) oSl ahal) el (alaally
(b eI aay Lebaas iy il A5l B8l i ull 5 e paiy ¢ (BRB) LSl
#1530 sen ol 43518 Thaws A0l iliyial) oda Gllias . €Ll 508U mjaia P89 )
Sl ¢ (BRB) L850 g5ad Jalall 8 430adll cullpe 50 LDA Lo Loy X020 5 LDIA
b oSl AN Gl Aea Tl gyl palall Q) 13a e aali (eie aange Cali Caaay
538V gl ogm Tl L agash Lasa 3N OB (e Al Algl Jsle Alla 4,7

t (12) O PP i) cllay) b L) dsl



28 gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

conullicy. ° @ ° Primary insults cause BRB
e o leakage: {glucose, FFA. ox-
IDLe o @ ® & LDL., osmosis. acidosis. etc

: ific . . . . v
Mot LUL e 9y Extravasated LDL are modified
o o ®° by oxidation and glycation

Extracellular space @ ®

5 /
Modified LDL turn transient
BRB impairment into chronic
athology In retina

r_//

[Oxidmivc stress, ER stress, inﬂanunatjon.]

mitochondrial dysfunction, and apoptosis
affect any retinal cell types in vicinity

B (DR) gySiud) Al i) b danlall cligig ol g0 ¢ (12) JSa
t(DR) s S 4,30 Plie) & (NOX) alaiy o yasiall-
A ALY (S e 90% Jlsa A aniis g Al AEl) jaiae o e
Epead) Aada ) iy (ATP) Slinsill DG (550 2800 3l 558l e 5,08 s
2 Aalagidl @if)iaall Electron Transport Chain (E7C) ¢ i) Jas dlula aladsinly @l
(ETC) 5,5 Ja3 Al (e (533N gy ageasdt cAileall oda LA Lt 40810 252 Y)
Ay Cua ¢ (ROS) ale &) aa €Y1 culliiiie S5 3 A5A) Gaan€ ) U (e Aeaiindlls

by I8 Ciany Liag ayllall s3ad) 5saad) sda clydilil Bimje Lelany Los carusS V) (358 53a

Lo e dlM Ly ‘a.;jw\ L@_ﬁUﬁ} LIk ‘)_3,_'_',} Swollen é&'\ N GINTN ci}(: =) 6‘5 Lli‘\)w.J.S.m.\:\"'~

By s 205 Il slarll myla ) C ag S sl L)) colyiiall il gl AN G i
[83‘50].2\_19351\

AL axds ccligial e 5T Tane 4 gl C LS Sl (5 AY) LN DA, )i

OO (DR) o)<l 4850 Pie) b @l 2S5V 0l 3 i) aalsdl)



29

45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

.ahasill Oxidatiev Phosphorylation diawdli-1

Nicotinamide Adenine Dinucleotideciius 1isiSall Al opidl sl (46580 a2

O, [INOX] Oxidase jlsuss,NADPH-)Phosphate—

alsas coxis ) aae il ¢ (INOX) Sanasl i sl AL Gaial sl o s

Ll daj e Rl clall 8. (ROS) ile @l aa oY) cliidie 7 L) (e Jypanal) 2l
Ui LA ey cdaadl) e apaall (8 (VOX) Cilinsd i gl€all AL ol aal (485
iad ¢ (NOX) lansSl clingd 4l U5 ool agal 080 oUas B2 02005 20ty <
Cilingh 28l LS el sl s aasiin o Sy (sansY) U iy el
Sl ) Al il cpa SV ) 038 Qi a gl 25 @il 5SSO ileS (NADPH)
L8 (a5 il K15 dajh 5% - 3aly 95U g lag) e Oangsuell 2oy Sl 5 il
@S LSall Plie) Esaa ) 1Al sagles lgdsmg LS5 e V) dauil Cinn ) (ROS)

: (13) sz " (DR)



30 gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

Glucose
© NOX Huto-oxidation
922020,

/ sz'z 202

mediators

B (DR) psul) 4guil) st b (NOX) Sl colinsh 2ol (AU ol el 3685 a2 (73) g
1021, jasiin-5
e il ) el i1
S jpeal (NI QS e (DR) (oSl il Plie] cldl Cais—2
.(OCT) Optical Coherence Tomography syad) &\l alial ysaill-3
bl 5l (pall 28 a4

OCT-Angiography Sesl gyad (814 akidl el il Yl -5

. (OCTA)
A Ay sl

PN psilig

AN dansY) uld-



31

45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

[103]:GM‘_6

.Anti-Angiogenic Therapy 353 ae ¥) o clibaas-1

ralaly) clileai-2

cealal avaldl Jals cilag |

Aaris i e ol B3lal Aysol-c

- oAk Aslladd-3

ta) Badle §yl—4

O 5o, ) e

Ll ygiall e g 3aust Cilaliak—

BausY) il

@Sl ool DA (e 4085l Tyl 35S0 5y3dail) Jalge Jaral c¥slaall (e a2yl
CfSH Blia 2 gy LY dauls LAY o3 Jha Y (liagad A0 al Dlicls Lases
s a8 ()il 5)shad Jalsmy Adagipe gyl Ve & Canll cldyally gl aolis 135 . g 53
ot sl gl Clgiie eV il Joainal jsadl eV laall o3 a ey L LAY o2 s Ll

.Jadll & Haptoglobin



32

45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

‘HaptoglobinHp) om st sidgd) EIG
Ll cilidgagle cra sy calall ol cilisiy p ciat gouiats (o &5 g0 58 (D) Cosle sl
JSy 48)as 2y «Jayle s Polonovski U (e o 1938 ol 335w J5Y Ciuay g3 2 -l
lae ity PO, o T el 40K Jladally ey 2550 8 gsils ISy xSl sl
Gles sl ormse Clgill Cisaa vie Gilaaal 33 Jajys (Jefped — 0.3 Sl Ll 8 xaal
LS sl by (D)o sle silel) a3l duale Jamdt Aais 32l 028 Caaaiy anall 8

UL (TNF) )yl Ja ales 6 — (4S5l Jie pro—cytokines gDl dajal)

polymorphism 4llsdi asiy Hp) Cm s siled) 41
ast . (B) L Gladuy (@) W Glade :Judls ap)l e (AD) Cisle skl Ayia (5<E

Lae Vs Wl DU 5255 a5 (16G22.1) yie Gl alall e (HD) oisle silgd) 4550
Sl Ll ALl ) a5 Oall Y laylas o sanly doasis Aol (K3 e gl ] iy
3asg haiiys 5 L OUSulfias Bonds sl 330 dayg y iiladipe GULGEL) 805 (Aligla Ui Aludug
homodimers jus\aidl gsiall JSiny 4313 idaill £33 DA (e (gpal B Wl sany ae Lyl
[106‘105]. (1_1 Ladl }\)
] AL £ 8 CDEAY) e aaiy A1) DAY iy gyl (HD) Gsle siled) Sy
(HP) siste suled) cnua ( alleles (Dl aagys Llal) Calide 8 Alliie g Gy ALulld) L]
JEN €2y phenotypes ipalls Llal A6 ) Lagie il 258y (HD25 HpI) 3l 2ic
S Blaie vie ApT OV e sl (e aniyy B18-15 sa305i5%) HPp_goa < (14)

5 (D) illasia wie HP2 5 HpT b)) e el ce aaiag « %46 s 055 Hps g5 (Hp1



33 gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

Haptoglobin (Hp)
Hpl-1 Hp2-1 Hp2-2
« 9@« «9 Hoa> e VY

v A

.— Hp il » =Hpa2 & =Hpb ‘

UGN Ll g Judaadl 232y HESAY 030 iy VAT . g A UAY Jailly Sasaal) AAVEAN(HD) ool sl ke Al akad sy 1 (14) S
HO81 Sl S (B Sty L Adud) gai oS0 Wl Adadad) g8
(HP2 I JBlaie aie P2 AN e 5l (e aniys %38 sad o5ilss) Hp,os
[107:105:104] L P \ .. \ ~ L\ ;L’ \ RN L\ LL&}}“ . .
Heie IS8 Al )l s el Alesll (AN 23 Juald (Says
:(HP) Onse silgd) G (8 pail) apa3 D
LSty (HD) Gusle silell e el da3y of Sy calall sl iliss (e 0piS
13 A LS . (TVFa) Lill-a )5l 5ad Jales 10525 65 L 1-claS iy Jie 4l
EOP S RERIS W PRERENOVES IS [P S TN e SV RS (PR POV PPN PO PR OO

[111¢110<109¢105¢104] ii\
4.;..-&5 U

:(Hp) O st sl il g3
t s aaSY) sl e Ll gllg ol Hemoglobin (Hb) cladll juis —i

Jala yeall S Plasl P Algidl (D) Hall Cladll iy (D) Gl sile)) oy
Ty (Ll Ay (Lme oleml ans Leiad) soid) yaald) LSl Gl LA Leaylay desY)
Aty aa paiiie )W Jarey 3a Ale 4l (HD) cisle sile) an Brslae (HID) 5ol il
aaall S JHb—1Hp Complex (s silelly cluadll e <l atee JSiil 1 N 1 4se

sl e Ly AR SN CulaBaall oAbl 2 L (aganll 5)lacky LN b syl aiey L)



34 929 (5 S ASad e aa (g Sll elall (e (BN daailly cpubiaall G sal) (10 Alie e Jaaall e giila il gl Al 53

Macrophage/Microglia

T12] Lagiay g g o gl gy QLadl) Bl ) 1 (75) Jodh
DS LA 8y 2 Sl 8 Al Ayl lalldly Clasl) (8 L wall 038 aa
Aalusss aredl Jusat i AMa) Clepusdll 8 Colaiaad) ol (s oy cLgalil) Syaays . KUpATRT

(1131091041 \ Yy CO25 oy pladl & el BN

(HD) 52l lmdll a3 e i DU AAIS LS, st 3 (D) sl silel) 2nss
e palsill iy Hb) sl aa (HD) Gisle sislell Jadin ¥ Laxies o301 3 (il (e 4xiad

20 sai s akaall AU JJaugll 53l (U Leghaliyl aie W (ol 5-3 DL Ladldl e J3Y1

(1041 25y

oSyl Sl (e Llaall ) HpP) oislesialgdly (Hb) qiliadl) (i€ a6y i
O A ) Hp) osle silelly (Hb) laddl G ddle Al <l claBies €005 254
I o(a0al) aredl (o olsing sy Tan Sl HD) el Cliadll \hasd a8 ) ausY) 23391

: (16)



35

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

PLA (e 8 3850 LflaS dse 2l o 5085008 (Hb el Gladll dlley (]
LAl Jyay Ml (0siid del@ f) 2ol 53adl Haber-  Weiss Luyy — yla Jels
(H20) im0 oLl 35ass ¢ (077 ) a8 ¥1 (358 )3a< ¢« (ROMS) 3l dia oS§Y)
S oS SV g lag) e (H202) LGS o) iy .ol Jenspaed) 3 ()
G5 Wgans aip Aalugy of LAl (05) Aiad) comaSsV) (e Lmglonll Jaal) 8 (R
[116‘115‘114]. (SOD) 3,-.‘-*-“553“

e A8 5008V Llee oy Jamit 8 el Sele Hall sl 58 of 08 (@
MO8 (dlailly paill 3n3) jall JaSgpmedl 3 e Tolaie) o1iV) s5had (mpat DA

Ot siled) Gud S15 cladll ae Cpsle sl el aBeas (HD ) oal) Cladll Jeny (<
LA G g 1o 522 (e 4l iy 531y ¢ (VO) Gyl 20yl (i€ e Lad «5all (Hp)
gAY b aaldy el JE) diday Joaaty Ailimall 3ghall b 550 4ly cile sl allad) LIRS

[118¢117.104] ol 3 1l i @H\



‘ 929 (5 S ASad e aa (g Sll elall (e (BN daailly cpubiaall G sal) (10 Alie e Jaaall e giila il gl Al 53

1. Cellular Oxidative Damage 2. Red Blood Cell Hemolysis

DNA Damage

Cytokine
' Production
So

Platelet Aggregation

%0 ROS
NO Consumption
Vasoconstriction

LDL Oxidation
Endothelial Activation
& Dysfuncti Infl y Cell

e
R = —

3. Inflammation 4. Vascular Dysfunction

!
<D

UL o) agl) Lgmsmas AN 31 JIEH 1 (16) Jsiy

52SY) m i CS e (HD) Gmstesinlels ¢ (HD) all liaal) Loy e 48)%8 (e Taums
D3> Lad (5392 sa5 . (LDL) 38ESY daiiia dpea il cilifigyall 5auly (aladll clig Lghand )
iennS Y Ll LU Aeglin ST AR Jangy e il (Y oY1 G SI A58 daglaall &

W2, (H,0,)
Sall sdall iy Hb) pall Glasdl old ) asis (HD) Casle siled) due lizd )
sl jian Ml ¢aladll oo Aaalill 308V 50055 ¢ gansY) (Sl A8 5ausY) Siass

21108, ool slegll Jlaa (yaum (gyal cilisiy s (LOL) 4881 Limidie dpeniil) cilisiy )



37

45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

wa\ diLBJ -

e Dl s Golay il bl il 208U ssladl) (HD) csle silel) )8 il Y
Aaplaiy Ao sl Alad) LAY sai Jaf g ggyopin 58" a8l 4 salels el oKl
amy Eaang 38 Lo gy ) aneyt b Lege s o35 38 Liadall LlgilN) eV 8 aclis))y
@R Gage okt pmpall Slegll ¢ pSl Gatags Adals Al (585 sl Ischemia )&y
H22 I8 0U 20 ) (it ) g (gpell slegll lan dlaly clalldly ~ LES3Y) a3

(e 43558 Lty At e L) Aledl) 18 Lage by Lol (HD) Cslesiel 3
ladl) 1) ALy e i) Aladl) 5alyyy aadaii 8 45y e o gumall Lol aladl gkl clisiy

MO, LDl 5ol (ailad Aagiillys Prostaglanding ciliymdie v ) (oS5 3 Al

Cadg 48 LSl o 1Y) o5 5 g B e leja (AD) Cmslesiledl R @
UBL (HB) jall Clasll (e aatidi (f (Sayg anling 2l aaal) e Leiloys DA (g sl

p—iad Aial) Dys Sl mhas e T ozl AP2-2 usle ilgll agyy o
“24].La}a

sl Gailiad Liaf dlley 451 LN VSN 8 (HD) cuslesiledl 513l dlayy o
123000 Slamn€ VL luadle ling ) G Lali e daals ()55 8 i

My iyl Sl Cathepsin B (wsfiQV a3l Ue s (HD) cusle sl gl 1) o
Cste sl o e 1aa 1201 U0 s ALl (gamlly L) e dpialyal e 320 b agad
O] 2 sl 3l apesill agigpul) Jall lai i 1yg0 359 5 (M)

Gl ) Ll e 3all (8 QAN adge b (D) Guslesilel) agnd @
Ay il adll Slaasl Glaatly eV aall Adlal) Sl oS ) b DA e Lniia g 25

[128‘1271'%’1-6—“‘”‘ ji 3_1:3{)!\ @)A Lﬁ “ “‘



38

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

Leley ) LD saliadl) (aibiadll (HD) cpuslesilell i) 4w Pl e @
N1 LA ¢ 153l (e apall Agla ol e W)y dass 6 5 a1 agasy (VO) byl oS

U2 Agta s sy e Lially

sl ) g ANSE i g (Hp) G st siilgd) (o il

Oy anlly AlSE] aaa (HP) omste silell e yuaadl) Jagys Al ol (e sl Sllia
o dpally adaliiy) ) Adal) oyl Aaalpe 5l L lgamey Laliil 2ualy asf e aady )y
gl ey ) e gl s s %00 a0 Loy MO ety e i) (), )
[105].1‘@:@} [134]@)4\} U33]dm\é.d\
Aliclaa g 5 Sl glall g o sl a5

Gilysie (m ADe dga ) edh laball (e S A S Ll ey daaly cand L a2
s il (i) L Lads o) S0 o100 A8l clicLiadl iaxyy (HD) Cmsle sl gd)

: sl )

Gl (G O Janay (59all LoDl (ase (@S oA pape 1 SUll5 (g5l @

o Ll ) ad (D) usle sialell uall g sl (3O 01 ) s s e )l Gl
HOST 25010 o ylay Jals dcmpadll Jadsall (e U8 Cunsy Alalall gl Gigan 8 doalosal
il alagally Corynebacterium Dipheriae i_8GA) as IS 3 peil) (sl gallé
(FP) crmsle silel) Adlad (aldds) oy 28 M (Lo gail 2pall = Uias Staphlococecus  Aureus
oY) L a3 1agrs L) i raeS apaall asiuly adilall o3¢d (HD) Jal) (ladl) Ly
G LS AR clyagiialla 1387 Vgl dn )y 20 aafily el (550l sy
Bacterial 55y 3N Gl ) say0 o oS ) Al Aoadl) gyl b bty

A e die 35330 Aad) ity legrd Y Gl Julall LS ) L) . Nephritis



39

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

Cmsle silel) e ey ¢ (innate Aphill) Laglal) deliall il oo sle JS5y, 1091, L 20y
LAl 2yl gl Ll i i yald) Jalgall Y aanll Jgums B0lSe) S ¢ (Hp)

O il s Dementia <yl sa R o2l 3315 tlranl) Clicliadl o
¢lay Alzheimer’s Disease (AD) ) a S Neurodegenerative Disorders oas))
iaaly e Y Gl ge syl Jes 119 Parkinson” Disease (PD) ¢ susS
Aemal) A &EN ) el ) gt W8l o SO il g R 130 S 45l o)
535 g1 S Byl ) Tatsiady P 501 S e i) A L) (saa)s
Lpaalls (HP) Cuslesil el A8e clusae cuyeldl Gaus) cdlela b (HP) ol silel
B-Amyloid Vi 3511 SIy5 oa el elad aad) dpalyey) aiyy PO, oy &)
g gl asanas Ui 2ysha¥) ( Claies QS 0 A8Le 5as luhall candl a8, ¢ L)) 8
T sl el sk s2as ¢ (HD) Gusle silell Wil lly (EADO-E) danil

el y5ha sl Hps 5 Ladll (553 (mpall OF (A bl e 350 (alY) e
S Gl sy ALISYT garaadl aliailly 20 cbgaly MO ALiaad) e Lita) &ipaal
& )5 lyenltl) Chlanal L Loy Al 3y50as Jalse oo Ll of sany OIS shsu sisdl y
) bl saa) epjlaly TIBOIBLAN nngasn Lajs 5 il (&5 bl 30
Azl ool (8 aaally Jeaal (pffigass Cligive g i) s (oS0 AL Gubias 5583
Jals apaal) i salyy ol Gyl Wlvyg AP, 5 (il Tl (653 (aiapall (s dua i)
320, aus¥1 S 33l g Yggana 05S0 38 clalalil

AU (PlaeY dpaheY) L) 3 ausY) QS el S gAY R cliclas e
claall £k (ROS) Lle ) S 1 cliig adgil (350 520 40 Gllis 3) L g KL

S A58 A Gugan ) g5y 28 1y A&l A ddalu g Adsid) slyeall SN e sl



40

‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

Onste silel) — bl Ciladrs 7 L) 2 Y 4 aaally liadd) 3)lud (e (HD) Gnsle silel)
& (HD) omsle sl MRNA a8 5350 (any Laagt Ls LA Q0 il 5oyka e
Nephropathy &l K1 Plie) aage gal sV DAY b J81 Jay 23K &)

1541 pjiabetic

. (HP) cse sl (DR) )&l £l Plie) L)) cluhall (any cijelif LS @

sac Cuagial 3, 1) sl ) o Rally ((PDR) el €080 Pliel) 4o adiiall dls jall st
2SI Sl a6 R AR Pliely w2l 35Sk Jayh o A58 Jaulg S Dgn Al Jils
Jidll saill Juley  ((VEGF) Slel) Jlhdl sl Jule Jhe sl Julse (re il 3aly)s
Ay KL 5a) L 8 (05 )arS ) 358 lysione qii i L st s (IGFT) (il sl
Lia oS Y1 calinaally Ll A0 Aa i) DVA (g55i0) (meall 4,081 25391 dailall 50.<Y)

156 (220 &



41

45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

slaall ¢ 3l



45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

-

saxdlil) ]

. -~

S L Loy 50 HUis) Jalgad dagis (g &L SN Plie) A5 3 oS0 o) agus)

Ui Lnas I3 Ll ¥ cBDlie ) 138 (e 4050 Uiy Jadse Jasal c¥slaall sy gaus)
Sualgall 038 (pag w0yl i 28 (gyal jlial Jubse (e aadl agall (ro LS AT L an) Cgaal
Dsdall Gl e 52080 sliaeS duaall 3 opisle i) lgie VA (il 53l

2SI QSN e dealil 53al)

sdagl) g Adiaal) dud i) 2

Sliels (Ab) Gasle suledl Gl G ABle 35as Jlaaly Akl @il Glull el o
s uhy aa g Y Lale as e (OM) &L 1A (e SGI Laadl) aje die 20
sl 0a (DM) R 14 uliadll Jaas b (HD)omske silel)

G35 1aay 3l Hsdall Gy kY1 )< ae A1 dplgll Alay (DM) &0 13 3855
&b iaalioey (AD) Cmsle sulgl) Cillag gy . (DM) AL o) calldlial slai 8 Laga 150
s e dug sauhe Cilial g o jall auaall 3508 e satgial) duanSY) Y1 oy 20

cJanS 5 2l
i (Al Gl gy
Sl eIl e Gatd\ Jaadill & Ol gulell by gl & YA dsag s lalivi-]

Al al) oL Jalse s (oSl Sl Pliely sl il el Clyginua Gy A8l (gpais—2

’Lﬁ)s‘“‘s‘ ;\JS\ (e @LA\ LA.\SL’ uﬂ.\\.a‘,“ U:u..))““ O 4_\.\9 i (ww\ - \}1\}



43 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

<l gaY) g is ) aY g (&) phal)-3
.Case~control study salal-1lal) Jaai (e 2l 4y ) avauai-|

2020 SEY i = 2019 S8 i ¢ JalS ale s Aahal Ba o

el (e cilial) e Jsamnl) 255 (3dad Laslay ol 408 1 Adal) anag Al lsag
laa) Ll e (R 1A (e G aailly cpbaaalls sluslsall aidie Candig cilaliad cppmal il

sy sl o KL LT Pliely

12l A gllaall Ll JLASY OpenEpi Climay adse (Al o galll 25 Aaal) aas Glualy
cisall s (olmall Calyai) aa e senl) Uaiging Lliany) 558ll5 4384 5all Jlas) lual
Lkl

.htlp://www.openepi.com/SampleSize/SSMean. htm

e OxSaadls elaal) o cusle sl eNas e 2072 Bl & gl Al ) sagsallyg
ASenll Plie) 49 oSl desane (3 sl siled) ad Langio a1l (P eigag (S0 4030 Plie
Sl Aegena 8 Gusle sl gl aad o sie LS Ly « 126.4 (g)lnad) Caly a5 «Jyfie 274.2
JSE) il o3a Ll L 787. 7 gybsrall CibatN )y «J3fie 401.36 Sl 3,808 Plicly (pbad
Ll ana S8 < %90 350y 558lly %90 4855 5al) Jlae Ljidly Coslhaall il aan lual (77)
e Ao sana JS 3 Liads 36 5 Adaluall 4l degend) 3 Lads 78 V) e (gl



44

gy o S et IDliel e (5 Sl o)l o S Laailly pubmall Gy suadl (1o Aie die Jumaall (e gila il s A

www.openepi.com/SampleSize/SSMean.htm

Start || Enter |ml Examples || Help |

Sample Size For Comparing Two Means

Input Data

Confidence Interval (2-sided) 90%
Power 90%
Ratio of sample size (Group 2/Group 1) 2

Group 1 Group 2 Difference*
Mean 2742 40136 -127.16
Standard deviation 126 4 187.7
Variance 15977 352313

Sample size of Group 1 8
Sample size of Group 2 36
Total sample size 34

*Difference between the means

Results from OpenEpi, Version 3, open source calculator--SSMean
Print from the browser with ctrl-P
or select text to copy and paste to other programs.
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dine Ugle eloa Jaed phenol Jsidll ae CilSss 4= aminoantjpyrine

dase Jsh xie LS ( p-bezoquinone—-mono—imino phenazorne) yasa s

IS 2imll 3 5850l 35 pa dinall 138 ¢yl 508 Caniliii e 535500

) Alasl Y alaall Gag HLEAY) &
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1)- Glucose + O, + H,0 — Glucoronic Acid + H,0,
2)- H,0, + 4-aminoantipyrine + Phenol — 4 (P— benzoquinone—mono—
imino) Phenazone + 4 H,O

:(HbAIC) 5)sS iall Lladll-2

el Bl Ak il Sua (Boditech, Korea) siala CallsS aila alasinl & o
Ichroma  Slea plaainl =3l 3¢ ))8 <o W5 « Fluorescence  Immunoassay (FIA)

TM
Al L) (HbAIC -Anti-body) )sSslall lall daal lagys s3dyhll fase <
L lie Clades USSR Ail) 3 (HDATC) 558 slal) Dliadll e gyl ¢ Ligy 535 sl

Szl Jd e byl 2y 3 &gk dll 3 asagall Hlaal) s 4 sl sale e aled

ools B e ayy HLsaV) las 8 23840 (HDATC —Anti-body) 35S sl iliadl)
UL Sleall e selilly (HBATC) 5585kl lmdll 3853
tdadiiy adll lendt ol (gyail rciluancdd) Jabg p cilidl-

(TAG) Jspmulal) Sl clidli-1

LAl ey Ayl sylaal) Cudiy (Dirul, Ching) spla SIS aila aladin) 2 o

(FFAS) 5 303 Gnsan I (TAG) Uy postal] ol DS R 5 32,0 Fase
& «Lipoproteins Lipase (LPL) i i) lisig ) 5l agasn Glycerol Js psle
& Glycerol Kinase (GK) Js sl SUSy (ATP) cysinl Cliasgd U agas
3-Glycerophosphate ol ling =3 Y Jsaiiad gl J yunlal) 308
Glycerol  Js yulall Gling oSl 35a5 Or Gnns N1 an deliy 3 (3-GP)

Ol Cliugh Sy JLE el Phosphate  Oxidase  (GPO)
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(Cmaoraed) S m) S N Ll s Dihydroxyacetone Phosphate
il sl ~4 e (H20,) (0msied) 2S5) A1 e L) Jelay . (H,0,)
3535 L) 52l Andline  Colour 5N ¢ys) g s 4-Amino-Antipyrine
S Quinone Imine  pay) 381 Aavay (H,0) Wl Jaxdl (POD) j)anS g il
Bad Gl G L) 8 (TAG) Js el Jid LD 5850 pe gl 308 iy
Jarmlall Joad S 5855 s oy o5 Siagils 560-520  dase Jsba e o5l

[160,157].(7-/46)

A0V ALesSl) Vbl 33y Hloall &

1)-Triglycerides + H,O — Glycerol + Free Fatty Acid

2)- Glycerol + ATP — 3-Phosphoglyceride + ADP

3)— 3-Phosphoglyceride + O,— Dihydroxyacetone Phosphate +
H,0,

4)- H,0, + 4-Aminoantjpyrine + Aniline Colour — Quinone imine
pigment + H,O

{(TC) s s sl 1 -2

i) By By spleall casiy (D, Ching) sypls IS ik oasid 3 4
gyl Lyl il sy Cholesterol Esters Jg s KU il dada 2 :3dyhll fae <
Ja el sl 2S5 o5 ((FFAS) 83all Aa i gandly Jg i KU ) (LPL) Lpes il
Cholest-4~ (sl Il il Cholesterol  Oxidase Js s KU 5lars sl anily
3sas Jeliy A (Hh0,) (enssiedl S 5) S <L)y ene-3-Ketone

=S, Ly 4-Amino-Antipyrin Gy 5 il —4 s (POD) 32yl
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.( Quinone Imine ;e siS) Aava) ol 538 2daa JCG elygull jaaa

U6LIST] 54y & (TC) Maay!) U sisd I
AV bl cYalaall (385 LodN) & o
1)- Cholesterol Esters + H,O — Cholesterol + Free Fatty Acid
2)- Cholesterol + O, — Cholest-4-ene-3-Ketone + H,O,
3)- H,O, + 4-Amino-Antipyrine + ParaHydroxybenzoic Acid —  Quinone
Imine pigment + H,O

1 (LDL~C) 335 it il lisig,d) Js s S =3

H621571, 91 335 Friedewald Mgy dsles (385 a2

LDL-C = TC - (HDL-C + TAG | 5)

: (HDL~C) 330 3ai5 o $aanll lisig ) Js il S —4

Al Bay3) Abyylay syladll iy (Dirul, Ching) sia\s allS il aladin) 5 o4

& 3sasall (HDL=C) 38ESY Gniipo Apanill cilidig yall g yaal o dalary 13kl Tase <
sasall adaid) Jaladl il s Sbw) IS ¢(LPL) Ghaail) lisgyd) Sl il 2l
a5 gl g i ol 0y o5 L (FFAS) 8a 2383 Gasans Jy i S ) ccalldl)
Cholest-4-ene-3— sl il Llaxs Cholesterol Oxidase i &1 jlanaS ol
sl ~4 ae deliy G0 (Hh05) (Gmsyised) 2S5 50) s SN ¢ Wls Ketone
Syl 3550 Aniline  Colour x ANV (53 g s 4-Amino-Antipyrine

s W& . Quinone Imine pigment Gia) 058l dasas (H0) sWI il (POD)
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Laa il ligigpall Jg paed o€ 585 ae lll Bl Cuslifiy ¢ e gils 570-540 dase Jsha
“63'157].(HDL—C) PRSPPI
1Y) bl Y aleall (335 HLoAY) & o
1)- HDL-C + H,O — Cholesterol + Free Fatty Acid
2)- Cholesterol + O, — Cholest-4—-ene—-3-Ketone + H,0,
3)- H,0, + 4-Amino-Antipyrine + Aniline Colour —  Quinone Imine pigment +
H,O

[164.157] AV Aoleal) (e alaa &
Non-HDL-C = TC — HDL-C
tadl g Ay ,aall daydliall Lﬁjlﬁ\ gpasl) Lg);.d :3\,3.\53\ o PR IVE

:(Un) 45 -1
) Ly Ayl splaal) iy (Dirul, Ching) sa\s SIS aila aladin) 2 o
Mg e ziid cUrease jlysll sl ddalusy (Ur) sl dgala 5 :aiyhall fage <
2— g (NH)) as5353) Jeliy .CO, 5 Ammonium — lons — (NH,') as—sisaY)
Glutamate Dehydrogenase lalislall (pag i 4c)l agas Oxoglutamate
25le A 30uS ae aliills «(H,0) W\ Glutamate sl sy (GLDH)
(NAD') 5615 2aalis Kol asisilS g0 AL ) (NVADPH) ciadl) (a1 apalis sl

¢ jiagili 340 dage Job e u\& . Micotinamide Adenine Di- Nucleotide
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Y ALal) Y alaall (335 LAY 3
1)-Urea +2H,0 — 2NH, + CO;~
2)- NH, + 2- Oxoglutamate — Glutamate + H,O
#(Cr) sl =2
ey e A s Al syl iy (Dirui, China) sials (2l adh aladin) 25 4
.Jaffe method 4éls Je\&
laiea gisd Picric Acid jdl saea g dimll 3 (Cr) sl KU Jeliy Akl law <
Gl Sl 55 ae pslll 505 i L il 500 dnge Jsba o el g3 cslll yaal
165,157 31y & (Cr)
idadiy GaS) ) pualll (g)atl ransl) Cailag cladl-

F(ALT) (Y ol 3L 1

o) s Apla spledll iy (Dirui, China) sals i il aladiul 25 4
YY) e e 83y Ja 3y S5V delal) eyl cple s e 5le tddyall fas o
altiglally Pyruvate <ls, il =13 Alpha-ketoglutarate ) Alanine
Lactate LU Guag i s Aeili dpagg o LA Jel@lll 45 . Glutamate
Pyruvate Sl gla)) jéag o i) 2ieS iy M) Dehydrogenase (LDH)
5l sy o salig Sl 0 5l LS 50T e (palilly Lactate s
il A ) Reduced  Nicotinamide Adenine  Di-nucleotide (NADH)

U7 5asili 430 dase dsh o Gulds - (MAD) G515 aualis S0l

:A0Y) LSl ¥ alaall 85 LAY 25



53 ‘ 45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

1)-Alanine + Alpha—ketoglutarate — Pyruvate + Glutamate
2)-Pyruvate + NADH + H — Lactate + NAD"

(AST) Sl (adl 4l-2

ey A Apha spledll iy (Dirui, China) sials i) S il aladiul 25 4

O Ol 85y Ji8 iy I Je i) 8 ey cale e (e g)lue si il Taw o
Oxaloactetate “in NSz Alpha-ketoglutarate ) Aspartate )
Malate — N (g yaan Al dgags o« BN Jeldll 4, . Glutamate S\l
il IS o o) iy (el jaiieS iy g3 Dehydrogenase  (MDH)
Oy 200l Sl 25505 AU 5] e el Malate <N\ ) Oxaloactetate
iage Job o (il (VAD) 0ol analisn Sl asiglSsn AU ) (NADH ) J5ad)
ST, 4, 405 430

Y ABhas) Vbl Gy JLEAY) & o

1)— Aspartate + Alpha—-keltoglutarate — Oxaloacetate + Glutamate
2)- Oxaloacetate + NADH + H — Malate + NAD"
:(AID) a3
Al Apayi) Alyylay syladll iy (Dirul, Ching) sia\s allS il aladin) 5 o
Bromocresol 5 sasdl el diaa ga (AIB) (pasll) Jaf 1230510 [0 40
s el il (3)51 g Tadea i (PH = 4-4.2) aes laus & Green Dye
& (AID) e 385 e sl Bas i ¢ iagils 630 dnge Jsba (e sl

[166].3\_.\:\’J\
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gl claalgli-

:(CRP) C— Je\id) 555,01

%) e lial Akl spladll iy (Dirvi,  Ching) sials CallsS asla aladin) 25 o

.Latex Enhanced Immunoturbidimetric Assay (<UL 3) jzall

b oSO il 434l (CRP) C— Jelil) (gl daal Jagys iyl fase o
Lelie clains J&35 ) Lage 4iml) 8 2555l (CRP) C— Jelitdll g 5l pe <)
55 pe oSall 58 aslil G o gaall aliaial M2y (5) e gal) L) piey ISe (s
546 dage Jsb o palaiaVl )b (old 25 .4l 3 (CRP)  C— Jelitdl G,
Ol 385 Claal g)le (aie e bl caty s Al 276 ey @)ld siesils

07 Ll 8 (CRP) C— Jelidl)

{(HD) ssle el =2

A0S d5plally s plaal) iy (Spinreact, Spain) sla il ol aladia) 23 4
sasdl (D) csle sulel) ae ailSl) & (D) (sl silgl) dlaal Jagys rddylall a4
Cim cogall Ll aia hSe s Aulsd s Claine JEE ) (5350 Laa disall b
e pabaia¥l (3)8 (uld 23 Aaall 8 (D) Gasle slell 585 ae HSall 50l aulin
Glual o)l Anie pa bl 458 235 A882 2 ) @)Ly Jiesil 340 dase sk

OS2l 3 (HD) sl siled) 585
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4535 58 ASd e aa (s Sull ) e SN Jaaily Cpbeaall G padl (e Aie die Juaall cpile sila Sl gl Al 5
sAailaay) du jall-g

Ailiany) dajall malin aadily .o 2007 sy 53 Excel  galin alasinl bl culas
ALaaY! Statical Package For The Social Sciences (SPSS) iuelia¥l aylall
+ hugie JS& o Lead (ayay Sl il sl (22 syl 53¢ (Chicago,  Illinois)
colall Jalas pladl) ehya) 25 5 ey (Mean + SD) Standard Deviation (SD) (gyles <alyal
L) Glegane A Gusle silell Gllasia aid oy (A apiil (ANOVA ) aaly olaily
O S5 pmsle gl ) o correlation Ll ) A ani 25 o5 (el e gana g Adailiall)
Pearson's correlation ) s 388 oladiul HAY) @Sl Aa) Plie) HUasa) Julse

. (technique

Ailas) AN @3 0.05 Ge IV (P) Alllaal) a8 lic) 2y
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Study results 4wl jal) g
Study Participants & Groups Wile gaxag 4wl jall b ¢ oS Ll 1Y

EDE e oSolaa) Vs a8 a8 . (18356 5 il 34 ) Lass 90 Luhll sda i

:g_ILC)m

e Lads 18 v 235 < Control w)sil) dsgana s Al s ganall a5 1 A dsganall
A ply Tyl Lisia o i) lanall (1) Joanll gy - (153 13 5 i) et Gpalla 2 Gy
e senall o3¢l Llaay)

LGal Pl Galaal) 8 Sl oI cra AN Jaall) e Aspana g 45l ds panal)
goane muad (LS 18 5 A 18) (e de sandll oda cuillsy « T2DM  Without DR Sl
AleaY) Apeially Apyld) 5 Adgia s i) clylanal) (1) Joaadl aayny Liayye 36 Lesd (S lisal
e senall 53¢

L) el omliaally @ 8oul) 10 ¢ AU Jaall) idaje dsgana g 1A ds panal)
(1)dsaadl (mymy . (K83 25 5 il 11) Laye 36 e i 33 5« T2DM With DR S

e ganall o3g] Lllaa) & puaally Ly yidly &5 ia g i1 Ciliandll



58

45335 5 _Sas ASs Mlie) e Sl elall o 3 Taailly Cpadbimall (payy sl (e e i Jumall Gl gila il sise Al 0

Mogi) St 38y Auapl) s panal 45 pudially 40y sially 45 i a9 Y1 cilbanal) 5yla (1) Jgand

alxie Yl
p to s Sw) 3de sanall | (550 (5 Sm) 2 Ao geadll (2aLill) 1 de ganall bl
(DR (DR
36 36 18 22a])
ns 0583 <) BES <) 0583 <) ol
(%/222) | (Y/=) (%/222) (Yo/222) (%/222) (%/222)
25 11 18 18 13 5
(%69.4) | (%30.6) | (%50) | (%50) | (%72.2) | (%27.8)
* PDR NPDR - - &5l
(%/222) | (Y/=)
13 23 - -
%36.1 %63.9
G il adlthugie | g e Gl pailthangie | (5 ke Bl jadlblan i
ns 4.80 £ 55.81 5.88 + 55.06 5.81 + 53.22 (Aam) ol
* 3.40 % 27.77 3.11 % 28.02 1.13 + 24.40 (2/:<) BMI
* 9.47 £ 141.53 9.73 £ 133.06 6.39 £ 120.56 SBP
(35/ple)
* 8.58 + 87.36 7.86 = 78.06 4.39 £ 68.89 DBP
(3 ple)
* 14.14 £5.49 9.58 £3.87 - Llayl s2e
()
* 95.81 £218.33 83.75 £ 168.31 7.40 £ 89.61 (JY&a)FBS
* 2.03+ 8.94 2.18+7.14 0.50 £ 5.53 (%) HbAL1C
* 60.53+ 167.64 86.27+155 12.61+78.78 (JY)TAG
* 37.21 £182.92 26.89 + 163.78 14.73£126.67 (JYee) TC
* 31.87£112.78 21.35 % 89.29 14.03 £60.52 LDL-C
(JYee)
* 5.76x 36.61 11.80+ 43.50 9.79+ 50.39 HDL-C
(JYee)
ns 44,73+ 135.98 43.32+137.44 13.95+ 121 Non-HDL-C
(JYee)
* 1.07+£4.73 1.27+4.37 0.58+3.74 TC\HDL
ns 0.88+ 2.83 0.97+2.57 0.53+2.37 LDL\HDL
* 1.07+£ 3.73 1.27 £3.37 0.58+2.74 Non-
HDL\HDL
* 10.41 +31.03 9.11 £29.39 6.10 +24.50 (JYalaUr
ns 0.23+0.94 0.30+0.94 0.13:0.85 (JYal)Cr
* 7.26x12.42 8.55+17.03 8.43+17.06 ALT (IUWL)
ns 5.35+15.72 5.51+18.19 5.86+17.89 AST (IU\L)
ns 0.42+3.99 0.53+4.22 0.43+4.17 (J¥8) Alb
* 2.68%5.14 2.12£3.44 1.25+1.46 (Ja) CRP
* 23.88+49.49 21.68+36.65 10.16+17.29 (JY&) Hp

Body Mass :BMI . &Y il Sl [schemic Heart Diseases :IHD .0.05 o 08l : * ¢(Likas) Gage 1£) 0.05 (e ST :ins :P ded
FBG . bVl aall laiia Diastolic Blood Pressure :DBP . abi! aill bia Systolic Blood Pressure :SBP .axall A Csis Index
Jand G Triglycerides : TAG . )5S skl (iladl) Glycosylated Hemoglobin :HbAc .ssbsall a2l 35S ke Fasting Blood Glucose

dpeadll Gligis ) I il S Low-Density Lipoprotein Cholesterol :LDL-C . eay! Js_siwd SI Total Cholesterol : TC .Js_wulall

:Cr A5l Urea :Ur A8US) 428 jo daall lisi gl J 5 i S High-Density Lipoprotein Cholesterol : HDL-C A3USl adaia
‘Alb <ULl Gl 48 Aspartate Aminotransferase :AST .Y ol 48 Alanine Aminotransferase :ALT .cxisil Sl Creatinine

.Custe sulel) Haptoglobin Hp .C— dJeliall o555 51 C-Reactive Protein :CRP .Y Albumin
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non—HDL—- ; TC\HDL—C «ilsdl & Liloas) 4 2ine (3)d 25ay Giladl (1) dsaad) e o
o8 dng Ly 30 l5l) de pene ae 45)lie ()< A0 Plie) pe (g8l £1al e gens ¢y C\HDL—C
@S A Plie) s (o=l elall e sena G AN o pnilly ) ALS e 8 Lilian) 4 S
¢ i) Jarall 8 Uiliaa) 4y Nine (358 dasy .28 lsil) Ao gene po 43l (gSul) AN Plie) pay
el s slly ¢ dlaal) Js il (Sg 535S slad) liaddly ¢ aball 35S slally ¢ Jaluwidl) Laxally
A Plie) s @Sl o1l desana (u uslesilgd) 5 C—Jeléiall Giigyully (LDL—C A< diaidia
it sane pe Aijlie g )< AS0d Plic] ge g Sl ¢1al) degana G 5 28l de gena g Ljlia g S
(3 dagy Al AU Andipe dpen Bl iy pll Apeallys g S AS0d Plie) Gs0 (Sl slally aalsil
e 5 S A Plie) G50 gl elall Jiesane e Ljlie )55l de gena (o Uiliaa) 4y aias
e)al) Ao gana g A3)lie (g8 A€0s Plie) 30 Sl elall degena G 5 oSl L8 AD Pliel
LS Sl Plie] xa (g)Sul)

O @Sl A8l Plie) was [0s0 @Sl (piage Siesene 3 ALaY) 330 (2) sl (i
A 30 -5

050 Sl (mdapall Ao gana 8 Asadll Sl Clizailay Gaalladll dapall A CulS
b (18) JSal . (Cmbas dx) % 194 s Laiy ¢(Llias 29) %80.6 (55 48w PDlic
Lpsadll Sl clizailay Cpalleal) ciajall A S (S0 4800 Plie) ae GapSad) oyl de sene
2 (19) Jsall . (owbas 10) %27.8 Gl Ly (Llas 26) %72.2

L) Pliely Gulad) L il ¢l A€0al Pliely aladll ajall desana 8
13) %36.1 il gySaall A€l Pliely pulaad) 4y (Ll 23)%63.9 aidl 52 o<l

. (20) Jsal . (Llas
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MJJ.\A.“ Qe gaaall s & puatial) :\H\J.\ (2) Jgaad)

(DR (s54) 3 e sanll O30 S) 2 deganall | ldcgandl | lpiall
(DR (2alall)
36 36 0 T2DM
30-5 30-5 - TZDM
Duration
Insulin OHD | Diet | Insulin | OHD | Diet _ T2DM
10 26 7 29 0 Treatment
%27.8 | %722 %19.4 | %80.6
(%100)36 _ _ DR
PDR NPDR _ _ Type of
13 23 DR
%36.1 %63.9

Oral :OHD ._Sadl ¢lall S8 Laill Type 2 Diabetes Mellitus :T2DM .Sl 4530 el Diabetic Retinopathy :DR
e sSull Aaall Jiel Non-Proliferative Diabetic Retinopathy :NPDR .4 sedll aall Sl 4cailall 24 50Y1 Hypoglycemic Drugs
aiall (5 Sl 488N e Proliferative Diabetic Retinopathy :PDR .l

Yic ganall & g

[ ] d}iﬂ\ @)3\
] L;]L:'J\ @)ﬂ

(Asad Jo) (90 o50) 2 Aepana b (lonitly Ligal) SR laBlA; Aatlaal) cansd : (18) JS&
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V:\QM\‘?AGM\

mJY a
] ‘;ﬂ:\l\ @)S\

(RSt i) pa g 8) 3 Asgana (b Oalgadly Agadl) Rd) cilablay Aallaall Guwd : (19) Jsill

Sl Y (2 68 G )
éJs.dt

mdY o)
] ‘é.'al.ﬂ\ C'U'“

Sl Satl) SN (55 O anadlls (20) JS)

Anthropometric & &=l g 45 jia ga gAY cildanall (i je 1Ll
Clinical Data

Gender ol 1
28 (0.05 o ST P i) Guinll Can (e O e ganall 38155 e Aplaan Yl A2l il
ic gana 3 18/18 5 )il de sana 1313 /5) e sanall SO ) LY A &
de gana (825 /11 5 oSl A3 Pliely cpiliadll e (o Sl elall g (SN Jaail) a5
- (3) dsaall (s Sud) A3l Pliely cpibeadll s (g Sull elall (o (SN daaill a5
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) clegana b Guinll 3ieY) Aady Asial) qandl) @ (3)J g2l

e s Se) Bde sandll | 5 K4) 2 e sandl) (28Lall) 1 de sandl) )
(DR (DR ¢
36 36 18 2aal)
083 &) 0583 ) 0583 <l crial)
(%l2) | (Bols) | (Wol>) | (%ol2e) | (%l22=) | (%le)
25 11 18 18 13 5
%69.4 %30.6 %50 %50 %72.2 %27.8
Ns oAl i)

S A3l Jel Diabetic Retinopathy : DR

Age

sl 2

gl cle sanall Jlee§ cillansie (o Uilias) 45 Siah (38 5ag ate Bg¥) Qs ekl

gl clegarall cp JlasY) ad cllaagia 4d)8a : (4)J gl

(<53l send
Jiadl SD Lo sl ic yandl)
62-41 5.81 53.22 el 11
61-41 5.88 55.06 052 T2DM :2
DR
60-40 4.80 55.81 DR s« T2DM :3
(0.05 (1 »S)) 45 Sina (Pas) G3all slsic|

Diabetic : DR .Sl ¢l e S Laill Type 2 Diabetes Mellitus :T2DM . kel Sl ai¥! Standard Deviation :
s oSl A3l el Retinopathy

40

Mean Age (years)

20

[
T2DM With DR

Conltrols T2DM W!lhout DR
Group
.ZHJJJAA!\ Gile ganall (zdu) Age Jaﬂ\ QLEMJEA ZJJGA : (21) Jedd)
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Body Mass Index (BMI) pesd) ALS Gasia, 3

Calyadl + Jangia) il 1 a8 il (P<0.05) el Julas =it i WS Lilas) 4y dind J<4
s 152) < et 9 53) ) Jalad i el 3 ) 4 sy .

e ganall 2 (3.40 + 27.77) &) desana b (3.11 +28.02) sl desandl b e (gl

Laill Type 2 Diabetes Mellitus :T2DM .¢_kad! <l a1 Standard Deviation :SD.awall A1 cuis Body Mass Index :BMI

- (1.13 + 24.40) AN

g jaal) Gle ganall (pu sl AL Cudia ?"é Glacgia 43)l8a : (5)Jgaad

BMI assadl A o
Jsll SD Las sial) ie ganall
25.95-22.20 1.13 24.40 )il 11
40 .16-23.24 3.11 28.02 05 T2DM :2
DR
40.63-21.48 3.40 27.77 DR &~ T2DM :3
(0.05 (3o J8) 4y ixw (Pias) 3 all alic)

S A8l Jdiel Diabetic Retinopathy @ DR .Sl elall e (SG)
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DBP Systolic & Diastolic Blood (Abwwi¥ly SBP (~aldi) arl) L 4
Pressure

) Iaa ol W Uadlly 4 plaad) cilihaiVlg calla wgial) oy 8 (23) JSalls (6) Jsaadl payay
O iliaa) 4 dina (338 dgas Wl L) yelal a8 5 4yl Cilesanall 8 alals aliy!
(P<0.05) 2Ly s paall il sanall o S

g el il ganall G ohbasi¥ly alEY) a1l Bial 4 jlaal) cilBaiily cillasia A 1 (6)J s2a)

DBP SBP dc sandll

Jadl) SD Lo sial) Jadl) SD Loss sidll
75-60 4.39 68.89 | 130-110 6.39 120.56 2l palli]
100-60 7.86 78.06 | 160-120 9.73 133.06 | T2DM:2
DR g2
110-75 8.58 87.36 | 170-125 9.47 141.53 | T2DM :3
DR g
(0.05 (e Jil) 4y ine (0.05 (3 Jil) 4 ixa oAl alxie |

Standard Deviation :SD .kbes¥! aal laca Diastolic Blood Pressure :DBP . sl il hia Systolic Blood Pressure :
4Kl JBel Diabetic Retinopathy : DR .Sl ¢lall e SUl) Laaill Type 2 Diabetes Mellitus :T2DM s bl il a3y
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HbAlcFasting Blood Glucose ¢JsSsidl qladll § FBG (abwall adll j585ie .5
& Glycosylated Hemoglobin

o ol 535Sl bl el sl 35Sk ilane (24) ISy (7) Jaadl Gipns

ol il i LS Ll 4 i) JS8 Ayl e panall (s (5 amge ool ol 55S5le

(95.81 £218.33) 2 de ganall & e (ol Cilyad) + haugia) adll Sy (P<0.05) sY)

. (7-40 % 89.61) JsY) dcseaall &5 (83.75 £ 168.31) 1sbll de sanall Ll

o LS lan 4 i JS8) A g el e ganall (Ll (535S lal) alimdl) s GllaS

+8.94) A3 desanal) & Aol (@lime ihadl + haugia) il cuilSy (P<0.05) sl Jilas il

. (0.50 £ 5.53) AN desandl & (2.18 £ 7.14) Al de sanal) ik (2.03

O @sSelal Ll g aliall abl) S alat AGlaal) cilbaiyy cillaigie Ajla : (7)dsial
.Lw.xdt Gle gaanall

HbAlc FBG dc sanll

Jadl) SD Lo sial) Jad) SD Loss sidll
6.2-4.8 0.50 5.53 101-72 7.40 89.61 2 all:1
12-4.5 2.18 7.14 446-88 83.75 168.31 | DR us T2DM:2
13.7-5.9 2.03 8.94 512-70 95.81 218.33 | DR &T2DM :3
(0.05 (e Jil) 45 ixa (0.05 (o Jil) 45 ixw Al alxie

Standard :SD .s)S sl il Glycosylated Hemoglobin :HbA;C . «luall 23l ;S e Fasting Blood Glucose :FBG
J3el Diabetic Retinopathy : DR .Sl elall e Sl Laeill Type 2 Diabetes Mellitus :T2DM .kl <l a3 Deviation

Sl 4.
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g paal) ile ganall @ssld) ladll g aluall A jSsle cillaugia Aglia (24) g
Triacylglycerol (TAG) Jopmalrd) Jal i 6

g paal) e ganall G (pls da 238 A asadl) Gl (25) JSalls (8) sl Ly
Cibadl £ Jaugie) ardll il Eum (P<O.05) LoVl Jalat il e LaS Uil 4y el USG5
&5 (86.27 % 155) il dc sandll Lgili (60.53 £167.64) i3 dcsanall 8 el (@luns

. (12.61 = 78.78) sV ic sandl

g pral) cilegarall G AEMAN aganill 4 jlaal) cld)adyly cillasia A)Ea :(8)J sand)

TAG
Jaall SD L gidl) de sandl
95-55 12.61 78.78 aalall ;1
367-60 86.27 155 052 T2DM :2
DR
298-95 60.53 167.64 DR & T2DM :3
(0.05 (e Bl 45 inw (Paag) Gl alxicl

Type 2 Diabetes Mellitus :T2DM . kel il a3¥) Standard Deviation  :SD .Jsmalad) dad < Triglycerides :TAG
oSl A8 el Diabetic Retinopathy : DR .Sl elall (e G Ll
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T T T
Controls T2DM Without DR T2DM With DR

Group
g i) e ganall cy DAY asall) cilacgta Ajlia : (25)J2
Total Cholesterol (TC) el J g sid o117
Ole sanall (oo ol aa 288 ¢ Jlaa) Jgiaad Sl Gldars (26) Ji5 (9) saal) (ayn

Cibadl £ laugia) mill cuilSy (P<0.05) gl Jalas il i LS Uilias) 4y ainh J<8 4yl
5 (26.89 + 163.78) aglill dc senall Lgali (37.21 £182.92) 1L de genall b e (g)lone

- (14.73 £ 126.67) JsY) dc sandl

g el cleganall i aa¥) g el sSll A jLaal) il cillavgia 43)6a :(9)J g2l

Type 2 Diabetes Mellitus :T2DM . ksl il s Standard Deviation

TC
Jaall SD L gidl) de sandl
155-100 14.73 126.67 aalall ;1
226-120 26.89 163.78 032 T2DM :2
DR
300-129 37.21 182.92 DR & T2DM :3
(0.05 (e Bl 4 inw (Paag) Gl alxicl

:SD . JLa¥! Js il KU Total Cholesterol : TC

o8l .3 JBie) Diabetic Retinopathy : DR .Sl elall ga Ul Jaail)
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Controls T2DM Without DR T2DM With DR

Group
g yaal) Gile ganall Gyu ) J g iulsst) cillaigia A)lha (26)Jsa

Low Density Lipoprotein (LDL- 43U diaiiia dpaa i) cilisig pll Jg el 6.8
C)

dng 28 ABUSH Limidie Lianill Wlifig sl Jg it € lidana (27) S5 (10) Jsaadl (e
paill iS5 (P<0.05) ¥l Julad il i LS Liliaa) 4y i JS50 g el Cile gendd) G ol
89.29) 1) e seaall Leali (31.87 £112.78) L3l de ganall 3 el (lane Cihad) + Jasssia)

- (14.03 + 60.52) ) desendl & (21.35 ¢

O ABUSY Ladita dtanil)l clisig yl) JgienlsSt &5 jlmal) culd)aiVy cillavgia 4d)lEa : (10)Jsaa
g jaal) Gile ganal)

LDL-C
Jaall SD Jass sial) de ganall
90.7-37 14.03 60.52 a5l 1
133.6-48.2 21.35 89.29 05 T2DM :2
DR
196.8-64.3 31.87 112.78 DR & T2DM :3
(0.05 e Ji) 4 xixa (Paegd) (Al Jlaic|

<il_a3¥) Standard Deviation :SD A8 daisie dpeadll clig s ) Js 5wl S Low-Density Lipoprotein Cholesterol :LDL-C
LS Al el Diabetic Retinopathy : DR .Sl ¢l e ) baill Type 2 Diabetes Mellitus  :T2DM . _kxall
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500

T T T
Controls T2DM Without DR T2DM With DR

Group
g il cloganall G ARSI Ladile dpanal) clicig ) g il s cilbagia A3l (27)JS

High Density Lipoprotein(HDL - 43Ul daii ya dran &l cilisi gl Jg il oS 9
C)

Ay 28 (AU dadipe dpaa il lagig ) Jg il £ Glglars (28) JSills (11) Jsandl Gaym
aill i€y (P<0.05) Wyl Jilas il i LS Uiliaa) 4y Sinh JS5 dug el Cile gandd) G ks
+ 43.50) 456 de saaall Lk (9.79 £50.39) AN desanal) & Aol (@l Cihad) & auigia)

. (5.76 % 36.61) & de yendll 5 (11.80

O AU Aaiipe Apanal) cilifig ) g seats€ A0 jlaal) cilBai¥ly cillagie Agytaa ¢ (11)J 520
.EMJJ.\.A.“ Gle gaaall

HDL-C
Jadll SD s sidl Ao yanal
76-36 9.79 50.39 wlpal 1
75-27 11.80 43.50 03 T2DM :2
DR
47-23 5.76 36.61 DR &= T2DM :3
(0.05 e i) 4, i (Paad) GAN 3lvic)

<il_~¥) Standard Deviation  :SD A8US 4adi e dpeaill clisi s 1l J s il S High-Density Lipoprotein Cholesterol :HDL-C
oSl Aasul Jel Diabetic Retinopathy @ DR .Sl ¢l e A8 kel Type 2 Diabetes Mellitus  :T2DM s sbea
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60 -1

i

Mean HDL-C (mg/dl)

§

T T T
Controls T2DM Without DR T2DM With DR

Group

g ptal) cle ganall (n ABUSY dadipe Apaniil) clisig ) Jg el cllugia d3)la (28) s

ALK Aad o dpan i) i gyl ) AaaY) J g siaud 580 Aaud s NON-HDL-C .10
TC\HDL-C

4paily . TC\HDL-C  dpwsy Non-HDL Jg 5l S liana (29) Sl (12) Jsaall (2 my
o Aad Sllasgie o Wiloan) 4y diad (38 35m a2 Ugl) Qs yell Non=HDL Js il S )
gyl Sile gandll

el i L Tiliaal 4y 2 JS8 dasgyad) cile sanall (o (s 355 436 TC\HDL-C Ui
+4.73) LA de sanall & e (@lme Gihad) & langia) all il (P<0.05) Lagy) Jdas
. (0.58 = 3.74) AN dcgendll & (1.27 + 4.37) 458l de sandl Wil (1.07

TCIHDL-C iiuis Non—HDL-C g iulsSt 40 laall cild)aiy)y cillagia 45,l8a ¢ (12)J s
g paal) Gl ganal)

TC\HDL-C Non-HDL-C de ganall

Jlaall SD Lo siall Jaall SD Lo giall
4.9-2.6 0.58 3.74 152-100 13.95 121 ) il ]
6.6-2.5 1.27 4.37 263-81 43.32 137.44 T2DM:2
DR {2
6.7-2.4 1.07 4.73 254-49 44.73 135.98 T2DM :3
DR &=
(0.05 (se Jil) 4 Jinse (0.05 (o S) 45 Sina e AN alxie)

Total Cholesterol :TC A8USY dxii e dpaaill lisi syl J 553l S High-Density Lipoprotein Cholesterol :HDL-C
Sl elall e SU Ll Type 2 Diabetes Mellitus :T2DM .kl <l 231 Standard Deviation :SD.Alea! Jsyieal &I
(s oSl 4.3l Je) Diabetic Retinopathy: DR
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g yaal) el ganall ¢y TC\HDL-C  4uwiy Non—-HDL-C cillauigia 4)\8a (29)Jsa

LDL- ABUSY dadi o dpancil) cilis g ul) ) ABUSY diladiia dpanil) i gyl dpusi 11
Non-HDL-C | HDL-C 4wisC\HDL-C
Non-HDL-C 4sui yHDL-C 1 LDL-C 4y ciliana (30) JSilly (13) Jsandl (e

O Wilan) 4y Xia) (3y8 233 ade Ligl) Jilad ,elf LDL-C\HDL-C ) 4l .HDL-C )
g ) e sanall b d4nd Cillansgi

LS Lolan) 4y 2ind JS Ay paall cile ganall o Llis Non —HDL-C\HDL-C ¢} ellas

A Ao ganal) A& el (glme Cihad) + Jangia)  andl) ciilS a8 (P<0.05) L) dydas il s

- (0.58 £ 2.47) A desanal) & (1.27 £ 3.37) 250 de sanal) ki (1.07 £3.73)
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Non-HDL~| HDL~Cg LDL~CIHDL~C couil 45 baall clijaiyly cllaogia 436 : (13)Jg2ad

.;\.«.n‘”.&d\ ija%n.“ G (o4

Non-HDL-C\ HDL-C LDL-C\HDL-C ic ganall
Jaall SD Lo i) Jadll SD Lo siall

3.9-1.6 0.58 2.47 3514 0.53 2.37 )5l

5.6-1.5 1.27 3.37 4.6-1.3 0.97 2.57 T2DM:2

DR 03

5.7-1.4 1.07 3.73 4.6-1.1 0.88 2.83 T2DM :3

DR =

(0.05 se Jil) 4 xixe (0.05 ¢= S1) 44 Sina e Gl alsic

Low-Density Lipoprotein :LDL-C .23l dxii e deaill <lisi sl J 55 S High-Density Lipoprotein Cholesterol :HDL-C
Type 2 Diabetes :T2DM . kel <l sVl Standard Deviation :SD.A8USH daddie dpenill clisis pll J5 5wl S Cholesterol
(S Al Biel Diabetic Retinopathy @ DR .Sl slall (e S Laaill Mellitus
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Ay aall e ganal) (3 Non-HDL-C\ HDL-C s LDL-C\HDL-C tausi cilhausia 4ijlia : (30)Jsll
Urea Blood (Ur) & Serum Creatinine(Cr) Ol sl g Al gl (12

Gleganall cp pl 2 Aol ) Al . sl Sty A6l ldara (14) Jsaall (aayay
Cilyadl & Jawgie) axill cuilS a5 (P<0.05) s Jlat il i LS Uiloan) 4y diah JS A g paall
a5 (9.11 £ 29.39) Al L e gendll Lgili (10.41 £31.03) 2306 de sanall & el (g)lons

. (6-10 £ 24.50) sV dc sandl
Sl pandl (5 oSl a cllassio G Lilias) 4 23x 333 3505 pae L) (il e

gl
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g yal) il ganal (o cpiily Sl Asall 43 jlmall cilbpaiyly cillacsgia A5yt : (14)J 20

Cr Ur de ganall
BEW SD Jou giall BEW SD Lo giall
-0.59 0.13 0.85 37-16 6.10 24.50 a5l 1
0.99
-0.50 0.30 0.94 50-8 9.11 29.39 T2DM:2
1.50 IHD o5
-0.45 0.23 0.94 50-14 10.41 31.03 | T2DM:3
1.50 IHD g
(0.05 oo ST) 4 dina (0.05 oo Jil) 43 xixe G alie)

Type 2 Diabetes Mellitus :T2DM . k=dl sl a3Y) Standard Deviation :SD .oxish SV Creatinine :Cr Alsdl Urea :Ur
(Sl Al el Diabetic Retinopathy @@ DR .Sl elall (e (S Jaadl)

Alanine Aminotransferase (AST) & <lisbea) cppal ABU 5 (VY (el 48U, 13
Aspartate Aminotransferase (AST)

Omel AL Ay Ll el A0 5 WY ael A0 cldars (15) dsaad) (i
(P<0.05) W5 Julas il 5ui LS Lilan) 4 a8 g pall e sanall G Gl 30 YY)
Ao ganall Lgihi (8.43 £17.06) A desandl & Al (glume Cihadl + agia)  andll sl ady
. (7.26 £ 12.42) @6 e gendll & (8.55 = 17.03) 4zt

s i) a  Liloan) 43 i (38 35m5 pae elal Ws¥1 st (ol i)l el 880 L
gyl Gle sendll

Ot Slbal) el ABU 5 ¢V el AT A5 jlnal) cilBaiyly cllangia A5)a 1 (15)J g
g jaal) Gile ganal)

AST ALT i ganal)
Jadl) SD Lo il Jaadd) SD Lo siall

32-8 5.86 17.89 35-8 8.43 17.06 »5al:]

29-7 5.51 18.19 41-2 8.55 17.03 T2DM:2

DR 052

28-5 5.35 15.72 32-0 7.26 12.42 | T2DM:3

DR g

(0.05 oo ST) 44 dina (0.05 (3o Jil) 4 xixa Al e

Standard :SD .« Y ol 28U Aspartate Aminotransferase :ALT .os¥Y) ol 28U Alanine Aminotransferase :AST
Diabetic Retinopathy : DR ._Sadl ¢lall (0 JUll beill Type 2 Diabetes Mellitus  :T2DM .s_kadl il a3¥1 Deviation
LSl 3l JDle |
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Albumin(Alb) masal) 14

On ol dsms aae ) (P<0.05) Gl Jilat il 5l el Cilidans (16) Jsaall g

Adlan) 45 died (S8 dug )2l Cile sanal)

gl cle garall G Crragadd A5 jlaal) cldlaiy)y cillausia 45)lEa 1(16)J gaad

Alb
Jall SD Jaus gial) ie ganadl
4.79-3.01 0.43 4.17 IR
5.10-2.08 0.53 4.22 0s2 T2DM :2
DR
4.95-3.11 0.42 3.99 DR & T2DM :3
(0.05 (e SI) 43 diea e (Pias) G_al alic

Ll Type 2 Diabetes Mellitus  :T2DM .kl il a3¥) Standard Deviation :SD .cx 1Y) Albumin :Alb
(S Al el Diabetic Retinopathy : DR .Sl slall ¢ AU

C-Reactive Protein (CRP) C Je\all ¢yl .15

Gle sanall (o (pls 2 28 .C Jeliid) s ll Glidans (31) I8N 5 (17) dsaad) Gy
Cibadl £ laugia) mill cuilSy (P<0.05) gl Jalas il i LS Uilias) 4y aieh JS8 4l
e ganall a5 (2.12 £ 3.44) 450 de seadll Leili (2.68 £5.14) 2L de pandll & Aol ((g)lone

(125 + 1.46) I

Ay i) cleganall ¢ C Je Al opigull 4 laall cldjaiy)y cilawgia 45)\a : (17)J 52

CRP
Jadl) SD Lo giall e el
4-0.50 1.25 1.46 )l 11
9.30-0.50 2.12 3.44 032 T2DM :2
DR
14-2.50 2.68 5.14 DR & T2DM :3
(0.05 (e Jil) 45 xiae (Paag) 3 dll alxic|

Type 2 Diabetes :T2DM .kl il ai¥) Standard Deviation :SD .C Jeliiall i3 4ll C-Reactive Protein :CRP
oSl A3l JBel Diabetic Retinopathy @ DR .s_Sadl slall (e AU baeill Mellitus
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g ) eile ganall ¢ CRP cillanigia d3)lia ¢ (31)M\
Haptoglobin (Hp) Jaal) G sl gila (15

g yrall e ganall G (ol g 238 . Gl el llana (32) JSEN 5 (18) s e

feganall a3 (21.68 + 36.65) 4ol de sand) Leili (23.88 £49.49) A5 Lesundl b Lo

- (10.16 + 17.29) 1)

g tall Gl ganall Ch st slel) A jlmal) Bty cillogia Aiia : (18)J g2l

Hp
Jiaal SD Lo siall de sanall
39.50-5.10 10.16 17.29 a5 01
86-12.63 21.68 36.65 0352 T2DM :2
DR
117-25.96 23.88 49.49 DR & T2DM :3
(0.05 (e i) 4 xixa (Paeg) (Al Jlaic)

4 il Type 2 Diabetes Mellitus
oS Asal el Diabetic Retinopathy @ DR LSl slall (4

:T2DM .s el il a3Y) Standard Deviation :SD .ot siledl Haptoglobin :Hp
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o g paall EOY e panal) (i A pudall Cildarall ae (uiad) e Al o slagl
G 2as Ll degene (B Giall Al (g)baall Calails ilbasiall 08 (19) Jsaall Gaym
cilifigyll b Uilas) 4y diee (3)8 angy Laly .Y po A3jlie Q3 die Algl) 3 Lilias) 4y ins

S pe A3lae Y xie HDL—G 48ESI dadipa dasl]

L) Aegana b Gaiall Luudlly £ jlaal) cliaiy) 5 clbugsiall ad (19) Jsaal

Females Males
BEY SD Lo sl Jal SD Jass giall okl
59-41 8 51 62-47 5 54 (Ai) el
-24.22 0.50 25.10 -22.20 1.20 24.13 (%/&5) BMI
25.39 25.95
120-110 5 116 130-110 6 122 SBP
(G50/pke)
75 -70 2 71 75-60 5 68 DBP
(Gs5lke)
101-72 11 88 98-76 6 90 (JYE)FBS
6.2-4.8 0.6 5.5 6.1-4.8 0.5 5.6 (%) HbA1C
93-62 12 78 95-55 13 79 (JYH)TAG
145-131 6 136 155-100 16 123 (JYge) TC
71.4-46.6 10.5 59.8 90.7-37 15.5 60.8 LDL-C
(Jy&de)
76-45 13 60 54-36 5 47 HDL-C
(Jy&de)
135-104 12 120 152-100 15 121 Non-HDL-C
(Jy&ds)
4.4-2.6 0.8 3.3 4.9-3.4 0.4 3.9 TC\HDL
29-14 0.7 2 3.5-2 0.4 2.5 LDL\HDL
3.4-1.6 0.8 2.3 3.9-2.4 0.4 2.9 Non-
HDL\HDL
25-16 4 19 37-17 6 27 (JYea)Ur
0.93-0.59 0.16 0.76 0.99-0.64 0.10 0.88 (JYee)Cr
33-10 10 15 35-8 8 18 ALT (IU\L)
21-14 3 16 32-8 7 18 AST (IU\L)
4.63-3.56 0.41 4.20 4.79-3.01 0.46 4.16 (J¥¢) Alb
2.40-0.50 0.81 0.96 4-0.50 1.36 1.65 (J&) CRP
-5.36 8.42 14.69 -5.10 10.89 18.29 (JY&ke) Hp
27.80 39.50

Diastolic Blood :DBP .=l sall laua Systolic Blood Pressure :SBP .aall A1 Cusis Body Mass Index :BMI
—laill Glycosylated Hemoglobin :HbAlc . <wall 22l 5S5le Fasting Blood Glucose :FBG . blui¥! aall laxa Pressure
Low-Density :LDL-C ..yl Js i < Total Cholesterol : TC .Js sl daul «ilidG Triglycerides : TAG .S il
Jsied S High-Density Lipoprotein Cholesterol : HDL-C A8l daddie dpeaidll cilisi s nll 5 5 S Lipoprotein Cholesterol
YY) ol L Alanine Aminotransferase :ALT .cxsb SU Creatinine :Cr Al Urea :Ur A3 2adi jo dpenil) cilisi s )

— deliwdl 455, C-Reactive Protein :CRP .58 Albumin :Alb .l LY ol 386 Aspartate Aminotransferase :AST
.0xske sl Haptoglobin :Hp .C
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GAL eI desana (b Guiall Ll (gilonall Cihai¥ly illas il 8 (20) Jsaall pasn

i Lads - LY pe Bl 5830 vie Jolally ¢35l 8 Lilian) 43 Yina (38 amgs - 8 ) (g0

L3)ae &Y) xie n0N-HDL-CIHDL~C 5 TCIHDL—C 3D asnll b Uilias) 4 xina (38
Sl ae

DR (33 @Sl )3 A pana (b (uiad] Aailly 45 jbmal) ciliad) 5 cillaagiall af (20) Jaadl

Females Males
Jall SD Lou sidl Jadl SD Jous sl okl
60 -42 5 56 60-41 7 55 (Aas) sandl
-25.39 3.53 28.66 -23.24 2.56 27.38 (2/&) BMI
40.16 31.89
160-120 11 134 150-120 8 132 SBP
(G5/ak)
100-70 8 79 90-60 8 77 DBP
(G2Jlak)
281-91 70 159 446-88 97 178 (JY)FBS
12-4.5 2.1 6.5 11-4.6 2.1 7.8 (%) HbA1C
367-60 94 186 250-60 67 124 (JYE)TAG
217-120 25 163 226-130 29 164 (JYee) TC
-48.2 20.6 86.4 -51.8 22.3 92.2 LDL-C
125.8 133.6 (DY @le)
59-27 11 40 75-32 12 47 HDL-C
(/o)
246-93 35 143 263-81 51 132 Non-HDL-C
(Jy&de)
6.4-3.1 1.2 4.8 6.6-2.5 1.2 3.9 TC\HDL
4.2-1.6 0.9 2.8 4.6-1.3 1 2.3 LDL\HDL
5.4-2.1 1.2 3.8 5.6-1.5 1.2 2.9 Non-
HDL\HDL
49-20 8 31 50-8 10 28 (JY@a)Ur
1.50-0.50 0.34 0.87 1.50-0.52 0.25 1.01 (JY@e)Cr
41-2 10 16 30-6 7 18 ALT (IU\L)
27-7 5 17 29-10 6 19 AST (IU\L)
5.10-3.69 0.35 4.30 4.80-2.08 0.66 4.14 (J¥g) Alb
9.30-1.70 2.45 3.63 8.70-0.50 1.78 3.26 (J&k) CRP
86 -15.60 22.84 37.08 -12.63 21.12 36.21 (JY&ke) Hp
85.13

Diastolic Blood :DBP .=l a3l laua Systolic Blood Pressure :SBP .aall A1 Cusis Body Mass Index :BMI
—Ladll Glycosylated Hemoglobin :HbAlc . sleall 2l 5S¢ Fasting Blood Glucose (FBG . bl aall hia Pressure
Low-Density :LDL-C ..Jla¥! Js i Il Total Cholesterol : TC .Jsmalsall Jeud <iliSG Triglycerides : TAG .S siall
Js_iwd S High-Density Lipoprotein Cholesterol : HDL-C 48Ul daddia dpenill cilisis ull J 5 il £ Lipoprotein Cholesterol
.OoYY) el &8 Alanine Aminotransferase :ALT .oxisbSI Creatinine :Cr Al Urea :Ur A8ESH dxdi ja an sl cilisi o )

— Jeliid) o5 4l C-Reactive Protein :CRP .cuesd¥) Albumin :Alb .2t bl (el 285 Aspartate Aminotransferase :AST
.mste siledl Haptoglobin :Hp .C
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e oSed) () Ao gens (B (uiall Al (g)lpmall Calad¥ls Gllassgiall aad (21)dsaad) (s

Gy das Loady LY ae 4ajlie 53 wie AST J ALT 8 Lilias) 45 Sine 38 2a5y . g Sll 40} Plic
¢ LDL-CAES dumitia Landll iy ully ¢ Slany) JgnsdsSlly AN gl ¢ paall 8 Lillias) 4 Sins
non-HDL- 4 LDL-c\HDL-c 4 «TC\HDL-C 5 c<non—HDL-C 5 (HDL—C 44USl) 48 ya dpan &l chligig pllg

S ae A3 lae &Yl e (\HDL-C

DR s (Sl uapal) Aegana b Guinll eadlly 45 jLaal) ciliaiyly clbagial) ad (21) Jseal

Females Males
BEY SD Lo sl Jal SD Jass gial) okl
60 -54 2 58 60-40 5 55 (Aa) yarll
-24.98 4.01 29.19 -21.48 2.96 27.14 (3+/¢&s) BMI
40.63 35.16
170-125 13 140 150-125 8 142 SBP
(G5/ak)
95-75 7 85 110-75 9 89 DBP
(G2Jlak)
343-131 75 231 512-70 105 213 (JY)FBS
12.5-7 15 8.7 13.7-5.9 2.2 9 (%) HbAL1C
298-129 56 198 294-95 59 154 (QYE)TAG
300-157 48 214 199-129 21 169 (JYe) TC
196.8-79 38.4 134 -64.3 23.9 103.4 LDL-C
147.7 (JY/@le)
47-31 5 40 45-23 5 35 HDL-C
(JY&)
254-116 46 173 160-49 34 126 Non-HDL-C
(Jy&ds)
6.7-3.8 1 5.3 59-2.4 1 45 TC\HDL
4.6-2 0.9 3.3 41-1.1 0.8 2.6 LDL\HDL
5.7-2.8 1 4.3 49-1.4 1 35 Non-
HDL\HDL
50-14 12 30 49-17 10 32 (Jy/&e)Ur
1.20-0.66 0.17 0.90 1.50-0.45 0.25 0.96 (JYee)Cr
12-3 3 8 32-0 8 14 ALT (IU\L)
16-7 3 13 28-5 6 17 AST (IU\L)
4,80 -3.11 0.52 3.84 4.95-3.40 0.36 4.05 (J¥¢) Alb
-2.90 2.71 5.66 14 -2.50 2.68 491 (J&k) CRP
10.40
-27.17 27.45 56.45 -25.96 22.04 46.43 (JY&ke) Hp
102.75 117

Diastolic Blood :DBP .=l aall laua Systolic Blood Pressure :SBP .awall A1 Cusic Body Mass Index :BMI
—laill Glycosylated Hemoglobin :HbAlc . <wall 22l 55 5le Fasting Blood Glucose :FBG . blui¥! aall laa Pressure
Low-Density :LDL-C ..yl Js i < Total Cholesterol : TC .Js sl daul <l Triglycerides : TAG .S il
Jsied £ High-Density Lipoprotein Cholesterol : HDL-C A8l daddie dpeaidll cilisi s nll 5 5l S Lipoprotein Cholesterol
YY) ol L Alanine Aminotransferase :ALT .cxsb SU Creatinine :Cr Al Urea :Ur A3 Zadi jo dpenil) cilisi s )

— deliwdl 455, C-Reactive Protein :CRP .53 Albumin :Alb .l ,Lud! ol 386 Aspartate Aminotransferase :AST
.0xske silddl Haptoglobin :Hp .C
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cle gana (& 5 AY) Ll g (sl ghlgl) C Jals Y A8 Al )3 sl
Ll )

2 DAY Cial e e 8 (gAY Glulilly Gule slel) cpm BlaV) Al zla (22) Jsaall (s
(o JS 3 Ladd CRP 5 cpasle silell o Tilima) 4y dine Tl il o (22) Jpaad) 8 Lial) il el

(F) osoamsd BN drlon Lad) 3801 liiilly comste siled) comw L) A il + (22) Jsoa
gl aile ganal) ‘_,5 (PK,,\SL&SA\J\ dagdy

2 Ae gana

DR g s Sl | DROsd g Saall | 20l A sens ol
36 36 18 22l

Picd | rief | Paed | ridef | Paed | rild

0.18 | 0.23 | 0.18 | 0.23 | 0.33 | 0.24 (i) sanl

0.13 | 026 | 0.13 | 0.26 | 0.44 | 0.19 | (%/&)BMI

032 | 0.17 | 0.32 | 0.17 | 0.16 | 0.35
0.27 | 0.19 | 0.27 | 0.19 | 0.79 | 0.07

(35/0) SBP
(35/-) DBP

0.86 | 0.03 | 0.86 | 0.03 | 0.26 | 0.28 | (JY)FBS
0.78 | -0.05 | 0.78 | -0.05 | 0.89 | -0.03 | (%) HbALC
0.20 | -0.22 | 0.20 | -0.21 | 0.43 | 0.20 | (JY/&)TAG

1 | 000 | 1 | 000 | 028 |-027 | (J&)TC

049 | 0.12 | 0.49 | 0.12 | 0.81 | -0.06
0.28 | -0.18 | 0.28 | -0.18 | 0.14 | -0.36

(J/&)LDL-C
(J3/&)HDL-C

0.66 | 0.07 | 0.66 | -0.07 | 0.70 | -0.10 | Non-HDL-C
(Jek)
084 | 0.03 | 0.84 | 0.03 | 043 | 0.20 TC\HDL
0.66 | 0.08 | 0.66 | 0.08 | 0.57 | 0.15 LDL\HDL
084 | 0.03 | 0.84 | 0.03 | 0.43 | 0.20 Non-
HDL\HDL
0.20 | -0.22 | 0.20 | -0.22 | 0.00 | 0.66 (Jy&de)Ur
0.27 | -0.19 | 0.27 | -0.19 | 0.27 | -0.28 (JY&e)Cr
0.73 | 0.06 | 0.73 | 0.06 | 0.65 | 0.11 ALT (IU\L)
096 | -0.01 | 0.96 | -0.01 | 0.80 | 0.06 AST (IU\L)
037 | 0.15 | 0.37 | 0.15 | 0.01 | -0.62 (J¥g) Alb
0.00 | 096 | 0.00 | 0.96 | 0.00 | 0.94 (Jds) CRP

Diastolic Blood :DBP .=l sal laua Systolic Blood Pressure :SBP .aall A1 Cusis Body Mass Index :BMI
—laill Glycosylated Hemoglobin :HbAlc . <luall 22l 5 S 5le Fasting Blood Glucose :FBG . blusi¥! aall laxa Pressure
Low-Density :LDL-C ..yl Js i < Total Cholesterol : TC .Js sl daul <ilidG Triglycerides : TAG .S sl
Js_iwd £ High-Density Lipoprotein Cholesterol : HDL-C 48Ul daddia dpenill cilisip ull J 5 sivad £ Lipoprotein Cholesterol
.OoYY) el &8 Alanine Aminotransferase :ALT .oxiibSI Creatinine :Cr Al Urea :Ur A8ESH dxdi ja dan sl cilisi o )

— deliwdl 554 C-Reactive Protein :CRP .o s8%) Albumin :Alb .Y el 25U Aspartate Aminotransferase :AST
.0xske silddl Haptoglobin :Hp .C
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C LS gl Jlase 55Sslall 1ayd Jas LS 8hall j5dall oy e LBAN 308 o Chalg
BT GGk e by Lee Aibadl lin il e¥) s sl BLa s

Cani)) Cua (g€l Al Plie) edad HUial dule cusle ikl of Alall duhall <5l s
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Al Gle gana by

axas Plic) 9 @Sl elall e sense ol Cste ilel) Tagie of Adlall Ayl ciyelal Cum
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)y ) A e sane pe Alie (DR) o R Al Dlie) (ypay ol ae @Sl 6130 iy
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2l (DR) s Rl LK Plie) Jie gana (10 JS & Uilias) Lage Lo i) il cuyelf ¢
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Plie) pa Sull slall degana (g L) de gana ae 43)l50 Plie) 50 (Sl oAl de gana
(CRP) C-Jeliid) oyiis yll il cuiilgs . Dlie) ;50 g)Sall elally 3Ll Jie sane ae 43l
<)) Cum (Dr.Satinder  Kaur....et  al. L o 2012) bl m5l5 ae 5aY) llAS
Ljlia (DR) oS0 L3N Pliel mpe g2l (CRP) C-Jeliiall iyl Ailiad) cilysiuall
Gladl Glgiwdl i . (P<O.05) (DM) 38ns Plie) (50 )=S0 o3y )il e sanay
o 10 oy 4l paidia Clell sgag ) (CRP) C-deliidl (yiig ) ¢re dniyal
& (CRP) C-Jeliial (595l Galas 2y Ca g )Sull 613 Bl 8 455301 A35le gl aalyadld
b Al A b)) dadi ol adige (e LeB) o AT LS sl Alaniad 2Kl DA
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Abstract

Background: DM contributes to the progression of DR as a result of multiple
risk factors, including oxidative stress. Despite attempts to control risk factors
to prevent this disease, it still causes blindness. Therefore, it was important to
look for other risk factors that may predispose to its development. Among

these factors is the possible role of alterations in serum HP levels as an
antioxidant by inhibiting the formation of free radicals caused by oxidative
stress.

Aim: To investigate the Hp levels changes in type 2 diabetes, and to
investigate the relationship of these changes to DR and their inflammatory and
metabolic risk factors in a Syrianssample.

Materials and Methods:An observational study of the case—control type
includes 90 participants who were distributed into three groups (18 individuals
within the control group, 36 individuals within the diabetic group without an DR,
and 36 individuals within the diabetic group with an DR). the samples were
collected in the Ophtholmology department at Al-Mouwasat University Hospital
in Damascus between 15\ 07 \ 2020 and 30 \ 12\ 2020. The Hp levels of the
three groups were evaluated in the laboratory medicine department of the same
hospital.

Results: The serum Ap mean in diabetic group without an DR (21.68+36.65)
and with an DR (23.88+49.49) was significantly higher in control group
(10.16x17.29). Hp mean in diabetic group with an DR was significantly higher in
diabetic group without an DR.There was significant correlation between AHp and
CRPin both diabetic groups (without and with DR).

Conclusion: the study revealed association between increased serum Hp levels
in diabetic patients and DR development. Thus, it can be considered as risk factor

for DR development in 72DM.
Keywords: Diabetes mellitus, Diabetic Retinopathy, Haptoglobin.
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