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AAPH (2-amidinopropane) hydrochloride
ADP Adénosine diphosphate
AGE Advanced glycation end-products

ARNmM Acide ribo nucléique messager

ATP Adénosine triphosphate

CAT Catalase

DAG Diacyl glycerol

DID Diabéte insulino-dependant
DNID Diabéte non insulino-dependant
FGF Fibroblast growth factor

GAPDH  Glycéraldéhyde- 3 -phosphate déhydrogénase

GFAT Glutamine fructose-6-P amidotransférase
GPx Glutathion peroxidase
GSH Glutathion réduit

GSSG Glutathion oxydé

HDL High density lipoproptein

Ig Immunoglobuline (G, M)

IRS1 Insulin receptor substrate 1

IL-1 Interleukine

LPL Liprotein lipase

LCAT Licithin cholesterol acy transferase

NADPH  Nicotinamide adenine dinucliotide phosphate
NF-kB Nuclear factor ¥B

PDGF Platelet derived growth factor

PAI1 Plasminogen activator inhibitor

PKC Protein kinase C



RAGE AGE receptor

ROS Reactive oxygen species
SOD Superoxide dismutase
Spl Spiro-iminodihydantoine
STZ Streptozotocin

TBARS  Thiobarbituric acid reactive substances
TC Total cholesterol

TG Triglycerides

TGFpB Transforming growth fact@r

tBHP Tertobutylhydro-peroxide

VCAM Vascular cell adhsion molecule

VEGF Vascular endothelial growth factor
VLDL Very low density lipoproetin

VPF Vascular permeability factor
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. (REF.T01-2801-56, 6x5 mps: jxieall

g suslil) dlgaY) & sdisa V]

¢S 5 sl puiladal) juaad ]

slaas Lelue o5 5 de jun 3 pa IS K 528 & 5 Ll (il Juadll 43y jlay 13 )al) J8 e
iy et mad il 48 e Gy 5 SN 2SI 38T 23 ¢ NaCl 0.9% > ) 52 b oo
KCl e sl (0.1mM ; pH 7,4)udll alaie (e e 9 (A Cimiiagy g1 235080 S (4o Aakad
Cuaje Ultra Turrax T25 homogenizedas) s s B S (aas/ G0y %10) (%1.15)

By jlie 330l 48855 ) 53 4000 = BNa (5 S e 3k Anleal Aial) Laday

3 s A0 die 488 45 3aal A8l 43553 10000 die (5 S e 3kl dlal) Aihadl) G o
daloall sda e 4005 Sl Gliall paes G pe A sl Aadall) e Jgaalls 4
(e e Juaniall 4 I 5 a0 ddlhal) Adladl) Cleatina) | (g SN 5 (g2l (uilaiall e J geaall
Superoxide dismutase Catalases TBARS: GSH s2uSUll alga¥) &l yise Galdl () sall
SN gl s SIS

Aay 3] il ) pliigal) ol 2
Sl 9 Sl GSHAmS ks 1.2

Ellman (1959 4&) )l cas ¢l 5 (Ellman’s reagentoll <ailS aladiuly Ld GSH dwS bl
Glutathion sSh, 4l saall LAY (e maad) d laa) 55 JSY) g ola Jalall sl s Glutathiono)
ANl jealiall 228 A& sy Glutamic acidCycteine <Glycine : 4l saleal &6 (g
s Glutathiondl 22l 5iy (Demers,1999)Glutathiondl sl wlul) 1Y) (aesll Cycteine

A Al (50 9699 Jiay, GSHU it AT 5 GSSGamS 30 U (IS cans 314
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asal)

NO,
NO, IS
+
IS + GSH P —
S
S NO,
|S Aclae thionitorbenzoique
| (TNB)
G
NO,

ol o Gal¥) @A il ddee o GSH s sine pail Alaaivuall 48 plal) Cund ) iy

(= Jse S Acide thionitorbenzoique giaes (e Jge 1 OpsSh @l Gongy 5 (GSH Gile gana

Jsh die Gbladl jlea dlaul s 4l Sy dua Godall aad sl S el 1 iy GSH

iy s lSly GaS muaill (e g /0 sa5Suedl il 3 GSH 38155 08 emy | iesil 412 4 g
o i) s B GSHA ke (Sinie il lgde J panl)

4 slassl) Jallaal) g il oY)

1. TCA 10% .
2. phosphate Buffer ,pH 7,0.1 M .

3. Ellman’s reagent [58lithio-bis (2-nitrobenzoic acid)] 0.396g/100 ml.
Jand) 43, )b

i) 7z 5 a3 4 By Al e Je 0.5 5 (TCA) -1-ab Jslae e de 0.5 Al JS 8 aua
2000 s S el 2k ddae o jabs o g8 A5 AGEY [5-10 (e B2l Al g dakaie ) 8 e by
Ol Aasel) Aadlal) Aakadll e Je 0.2 3AT A8 jall 55 A dAa jy e (3EY 5 sae] A8y 540

JS ) ilay Al g (22- ) Jslas) il akaie (e Je 1.7 = 7 Jes Clearsupernatant
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S aun g e 383 5 5 e dic Ay guall B jall L5 Ladey (el SIS (e Ja 0.2 s sl
A12nm s e Jsba e @l 5 oY)

TBARS i 2.2

apiadl) mleal) S8 A dailedl) Glatiall saa) sa malonyaldehyde (MDAl ¢l gildl)
dgy yhy L__ﬁ:ﬂ\j doanll) 3ausY) Gt oy la say 3oall Hodall daul g Sl dandia Huall
(Ohkawa et al., 1979)

asal)

s TBA s MDA (s 2100 AL 5 (men Jans (8 Aiske dapa (S5 e ail) adiny
. n-butanol A& & sgaall Jillaal) Aol 0 (aldind WS ¢ jiagili 530 Qe (alial

Jadlaal) o) ¢l
1. Tiobacrtibartituric acid 0.67 %.
2. Trichloroacetic acid 20% .
3. n-Butanol 4ml/tube.
Sand) 43y )b

e de 1 5 %20 (TCA) Trichloroacetic acidis Je 0.5 pdlaiall (e Je 0.5 ) ol
n-butanolcse da 4 A8laly 3yl aey o s | 4383 15 5ad %2100 2ie Ldall (i (%0.67)TBA
dgdlal) Aadadl) e 40 gl A8UKY Hass 288/ 5503000 e 4883 15 3l (5 8 jall 3kl ) e Al
&/J 50 S MDA ) 38 55 e i MBS0 Aa 50 Jsh Ao ikl ¢ pall it Slea Aol 5
Al (add 31,1,3,3-tetraetoxypropand! ¢ Jbe Saie Slaih lle J geanll &35 el (e
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oSl Salaal) cilag 35y pua8s 3
SOD ! a3 bldd andi 1.3
jasall

il a1 pyrogallol Jsila sl A0 3008 Lyl e 45 )8 (saa SOD I bl asdy
.(Marklund, 1985)SOD a3l e 4, 5lall

dilas)) Jallaal) g il ¢St
1. phosphate Buffer (0.1M, pH9)
2. pyrogallol 24 mM
3. HCI 10 mM
4. Catalase 30 mM
5. Tris Hcl (0.1M , pH 7 ,8)
Jerd) 43y )l 9 ddad

pyrogallol JI 33le (e sils Spa 25 A il s b jlal ol Gl Al (e 5315 Sae 100 <224
30 MM =) catalasex Jils S 25 5 ( HCI ¢« 10 mM 2 pyrogallol ¢» 24mM asy)
Tris akaie Jlaainly Jo 3 (A Al anal)l a3 1 al 5 (pH 95 0.1M clindll alaie (3 (e
L 082 3 B2l Ay S ary e 91 420 A e Jsb o (aliaial) dilee & il il oo, HCI

laall

@)*“L;M‘} ‘(L;S}\ “S)MW}}&A&QM}J\EJ;)X\A&}Y\LLLU; R
sl 55l A1 3uSY (e 5006 J Aasiall g 35

M,. 11 47.""' . 1-| EE!_".S_‘,] _ &m 47.""' . 1] 'jé!:'.g] B L;Sj‘ :...‘

sl AEAS]) AL el

) ) . . Al Jacill I .
n
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Catalase Jusll ki andi 2.3
+ Jasal)

Slagili 240 dase Jsb die Sl Gabaia¥) galisnl oo SN a0 Lalis i aaiey
. (Clairborne, 1985yl ay 3 ddaul 53 HyO, (o s oved) 1S 5y Ja3 (3 1l (e Al

s Jallaad) g il ¢St
1. phosphate BufferpH 7 ,4.0.1M .
2. Hydrogen peroxide (40,) 19 mM.
s Janl) 4By kg Ao

Jslae e Ja 2,95 o simpledisll e il S 20 ey i 5 Je 3 Lewns cuvette(S o« 23l
PH7 4. 0.1Mwdl) alaia 85 juiant o8 o) (19 mMM) (o sed) S 5 5m

240:\%J‘°d}1°<;°uémy“;)gﬂ\dg;uﬂj)@\&u\ﬁ%jdc&ﬂ\m
gy A 488y JS yia

lal)

Al
2303 Al
K= Xlog —
A2
Jelail) de juw i : K
e Jlaal T
388y 2 (alaial) A,
K
u/mg =—
n

Ul/mg of Pro : pmol of HO, consomed/min/mg protein
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A8 gl s 4

fasal)

2 JSd) sl sad o oS5 el dan s A Gulaill 20kl e (5 0 oy diae il s
540 e Ssall Glbhall Aol s anld (S Al Aall & SN o sl 3 5 e Al
. (Biuret et al ;1999) s 5l

Reagents Biuret <usx «adilss

Sodium potassium tartrate ni\a.
Sodium iodide 100mM.
Poatssium iodide 5 mM.
Copper sulfate 19 mM.
Bovine albumin primry standard 7 g/dL.

Jerd) 43y a9 ddad

Ay ¢ (Ref: 1001291 2 x 250 mKit total protein R Biurefdawl s (ASI (455l (ildy Liad
Aa ) a3 (38 [0 3aad & T 2 5 &3 Al (e s S0aD 5 pe Cu g Bl S e da | g e
Cu s 2l 5S ae 8 plaally e 5l 540 4a 50 Jsha (Ao 4 puall AU (uls5 laie 48 )2l 5 )1 o
1001290 2 x 50Bovine albumings pl 25 ddbialy 5 bumall 5 oulidll 3 5l joany (L)

A geall A gall e die () ll) R8BS B0kl g g 081 S e e [ () (Ref : ml)
¢ A sl o S (55 ] el 5  siy

Sample

——— x 7 ( Standard concentration) = g/dl of total protein in the simple
standard

duibaay) 4wl Al V|

Jlaainly Lgh jlaa I~ 2l g (meansiSD)g;J\,ga.d\ ol )i o gl lbidasal) JS T i Al
Ll Tukey s\ s LAY i ((ANOVA) one way analysis of varincgdadll Jadail asl g (33 5k

Do Ubal 208 4 giadll (5 ginse
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 P>0.0505% Letie (5 sina e Jslae ()

. P<0.050) 58 Ladie (5 siea J sl (%)
 P<0.01058 Ladie e (5 sina Jslae (%)

. P<0.001058 Ledie lax e (5 gina J slaa (F5)

. Normal delud) de seadll xe Control diabeticdaiball dcay jall de gaadll 25 6 (%)
ialiall Gumysal de gendll ga diabetic + Aloin dallaall sl e sendll Zji (%)

. Control diabetic

.Normal 4elull de gaadll 2o Normal +Aloin Aadbeall alull de saaall 43 jia (9)



V][

Szaall g aall (g0 i )Y (addall s Sl slaall il 5 SO Gaw LS Aul all o2a A U s
5 STZ = pasnd) uonill o Sl Ay je 5 Al 03 a o 0¥ A5 jad (ol dead
L AYS i) cailss Aliie Lo gy 21 Badd @l

Ol amall 38l A adh e Aloin ) db-1

Ol 055 B P<0.00112 (e gsina paliadl dllia of (1) dsaall 8 ALl il cuy
de gaaally 4 Hlae @l g Ae geaddl w3l Control diabetic s Sad) o)y dcay jall Lyl suzall
s Llle Lsine leldi ) Waa WS[(g) 17.33 + 6.655 -21.13 + 8.8% Normal delull
domy yall ()38l 5 )s Diabetic + Aloing st WL Aadlaall 5 A yall (138l (45 4 P<0.001
Ssina (30 gl @llia (S &l Laiy ¢ [(g) 21.17+8.84 52312.67+ 7.52] Diabetic controfsaalill
21+7.43] Normal deladl Glajall &jlae GuelVU dalladl dalldl 3 2l Gn P>0.05

[ (9)17.3346.65 s

daglud)l 3l o amad) G380 A il e Aloin D sgadl) slaeY) U 17 Jgand)
(Nn=6) Lags 2138l STZ = paaall Sl gl iy yall g

Groups

Change in body weight (g)
Normal 17.33 £ 6.65
Normal + Aloin 21.00 +7.43™"¢
(30mg/ke)
Diabetic control -21.17+8.84 *
Diabetic + Aloin 12.67+7.52"
(30mg/kg)

Data shown as meah SD, n =6. (%) diabetic control rats were compared with norras,

*k

" P<0.001. }) Aloin-treated diabetic rats were compared wiigtbetic control rats,
™ P<0.001. ) Aloin-treated normal rats were compared with nalrmats,"*P>0.05.
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Ol 13 YY) Je Aloin ) sl 2

Olaall A1) 33 L P<0. 01 dle s sime gl ) @llia () (2) Jsand) b A gall gliall iy
LlaY WS (g/d) 19.91 $2.76 s 41.33 + 3.33 dailll de sanally &5 jlia Ay yall Jayl guall
Ol A lae G gIWL Aallaall day jall (13l 38D 34N 3 P<0.00 Wle L gina Ll
P>0.055 sixa (38 sl lin ¢S4 ol L [(g/dl)17.41.33:3.3352333.66 2.42] daslall day yall

[(0/d)19.93:2.76523 20.75:4.31] darlaall (513 52l 4 jlaa (4 VL Aadlaad) daglid) 3 )y

sl ‘L.'a..u.d‘ K) w\ oilﬁi\ XY g.‘i\:ﬁJ\ KEQY] ui& Aloin -4 Lﬁ}dﬂ’ ;—Lhc‘g\ Jg'.i'u 12 Jgaall
(n=6) Lag21 82l STZ = a2 Al 5 Sl

Groups

Food intake (g/d)
Normal 19.91%+ 2.76
Normal + Aloin 20.75+4.31
(30mg/kg)

**a
Diabetic control 41.33+3.33

* *b
+
Diabetic + Aloin 28.66£2.42

(30mg/kg)

Data shown as meah SD, n =6. (%) diabetic control rats were compared with norrasd,

" P<0.01. ) Aloin-treated diabetic rats were compared wiitibetic control rats,
" P<0. 01.

AilaS gl il pdisall e Aloin A sl : Y f

adll jSsla e Aloin J il 1

Gl 5sSsla (5 s B P<0.001 M Mo gsine glii)) lin G (1) el @l
e 5 sima oy Galias) dlia )l La il (e Jaa Dl LeS dagluadly 45 jlia Ly yall (51350l
gl Abadl Gl all aall 380l [ (g/l) 4.00 + 0.225532.5 + 0.51] bl 2ol 8P<0.01
b ddle Lsine g3 4l Ga AV gl 8 (Rl OIS s 0 slYL dAallaall (5 Sl

WS, [ (g/) 0.79 4.16 + $~31.23 +0.38 SV il il Eua daalal) 2l 4, 5lée P<0.001
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Aol G13all s Aallaall Al el adll 5sSla (5 sine S (5 sine o] (51 Jaa )

Al S JDUA Aalall
- MNormal

- Diabetic

—k MNormal + Aloin

—— Diabetic + Aleoin

o T T T T 1 Days

9 Aadadl Glaadl B aal) GeSela s e Aloin A g sadl) slael il 0] Aadall
 Lags 21 B2l STZ = (el (g Sual) gy duay yal)

Data shown as meah SD, n =6. (%) diabetic control rats were compared with norrass

*%

" P<0.001. §) Aloin-treated diabetic rats were compared wiigtbetic control rats,
™ P<0.001,” P<0.01

ddall ¢ pdisall e Aloin ) il 2

Ye P<0.001hs dlo (s sine dslaay candi ) LB Sy puulall ol (6) S (8 )
LS ([(mg/dl) 97.17 £6.61 533 210.7+33.67] detlusll de ganally 45 e ddajliall day jall 13 5al)
O ML Aadlaall iy yall ()13 )2l die TG s sivse 58 P<0.002)2a Lille | sine Lialddl) Liaf Laa )
Laalass) Ulass (Sl e g ([(mg/dl) 210.7 £33.673535 104.8+10.65] duday sall Loyl suzally 45 jlas
Loyl puall Al 13 ally 45 jlae dadlaall dadiadl 13l oAl TG s siall & P<0.05 L sie
il iy Cus ¢ S J g il S pa ) uds Slas SV [ (mig/dl) 97.1746.61 535 66.17+7.3]
Ol A jlaes Aayliall Ay yall (13l sl JSH J g iulSll 5 5 8 P<0.05k sizs Lelis )|
Js_yind sl P<0.05L sire Lialias) Liayl Jas WS ([ (Mg/dl) 91,5 +4.2 53 104.7+6.7] daslasll
domy yall (e sanalls 45 jlia (G sIWL Giiallaal) Al 5 Ay jal) (e ganall (e IS (A (TC) K
[(Mg/dI) 104.7+6.7 53 9246.4] (e il Cllas gie CilS Cua e Al e ilagliall daludl
Aarlall Aoy [ (mg/dl) 91.544.2 53 78.649.5] 5 ducay yall
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* HDL-C 48USH 4llall disi g ) ol 58 55 3 P>0.05¢5 sina s (51 Jans ol il )
A Y ) aadlas

300+ a
b Nermal
o
o
EZ3 Diabetic
200+ E] Normal + Aloin
o b N .
o = [ Diabetic+ Aloin
£ o
100 - c
*
—=
0-
TG HDL-c

A S g i o<l DAY o (TG) @l muladl e Aloin - 5 gadl) plae) il ; 6 JSil)
sy Ly el 5 dalad) G3sall B (HDL-c) 48U ddle duidigul) cludll Jteg (TC)

Lags 21 82al STZ = ya a5 Sl

Data shown as meah SD, n =6. () diabetic control rats were compared with nornasd,

*%

" P<0.001, P<0.05. {) Aloin-treated diabetic rats were compared vdifbetic control
rats,” P<0.001, P<0.05. {) Aloin-treated normal rats were compared with nairmats,
" P<0.05.

sl dgal) <l péisa Ao Aloin ) gl Ll
TBARS &= Aloin 3 x| 1

385 & P<0.0Ue s P<0.001ls die g st el )) dllia ol (7) JSA b gl
SRl Ae ganay 45 H8a (g Sl el day yall Gl el die (g ISI g gaSl il STBARS
65.83£8.42 s 107.3+17.76] &YW lgle Jiasdll mill of cul€ Cua dlaliall Aol
Al Je plasall K a8 AT (nmol/g tissue)42+9.14 x5 184.6+21.45 s (nmol/g tissue)

5 P<0.001¢s 50 Jslaar TBARS I 58 5 i ) Ay sall (1all 0 i) ellae ) (o
o ilS Cua dlagliall Ay pall (1 all 46 e @l s il e ol all IS5 a8 8P<0.01
144.8+24.06 5 ( nmol/g tissue)07.3 £17.76 s 74.63+11.82)] &Y lale Juasiall 3 5l
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&8 P>0.05 sine galiad) gl Ladli ol g 8 sl e [(nmol/gtissug 184.6421.45 s
Al 1300 & )l8a (5 gina e Jhaar 4l Y) Aallaall dalid) ()3 2l (2l TBARS nS s

TBARS Mormal
2501 a E=E3 Diabetic
=
+* = MNormal + Aloin
o 2004 E
E * [ PDiabetic + Aloin
o
=
o b ]
Z :
{:} *
= .
| =
Kidney

Ol Sy a8 Ladl Saus) 38 e Aloin U g sadll slasy) 50 ;7 JSA
Lagy 21 33al STZ = plasaall g Sadll 51y dday sall g danlad)

Data shown as meah SD, n =6. (°) diabetic control rats were compared with norrasd,

*%

" P<0.001,"P<0.01. §) Aloin-treated diabetic rats were compared vdifibetic control
rats,” P<0.001,” P<0.01.

(GSH) Gluthation & Aloin 3 &l 2

vie 55Ky 2SN GSH )X 55 3 P<0.001)2 dle b sire Lialids) (8) JS&I JMA (e Jaadls
0.410.065 (unmol/g tissue).18+0.11 533 0.5420.12] dealaalls &5 jlaa Adajliall Ay yall 3 5al)
P<0.0014:le 4 sina 3345 () Cn slWL 220 ol sl e [(umol/g tissue).68+0.07 s
Ay yall (13 pally &5 Hlia Ay yall I3l s (6 KU P<0.05%4 siae 5 2SI GSH S 5 (A
[ (umol/g tissue)0.41+0.06 s> 0.55+0.06)s (umol/g tissue)34+0.12 s 0.93+0.2] iaslzl)
S5 8 P>0.05¢ ) Gl ledle deaniall il JMA (e @llin oS o) Laiy iyl e
Ablall Aalull de ganally 45 jlie Aallaall Zalod) 13 ol o) (5 5N 5 2SIGSH

44



G5H Normal
2.0 EZ3 Diabetic
E] Normal + Aloin

©
E 1.51 T Tl:; [ Diabetic + Aloin
2 1.0
—_ 4
2 =k
4 0.5-

0.0

Kidney

dadud) Gl ol s olslly oSl GSH 3845 e Aloin U (558l slac) oals . 8 Jsdd
Lags 21 83al STZ = pasmall g Sl £l diay yall g

Data shown as meah SD, n =6. (¥) diabetic control rats were compared with norrass,

*%

" P<0.001.y) Aloin-treated diabetic rats were compared wiigibetic control rats,
" P<0.01, "P<0.05.

(SOD) Superoxide dismutasess Aloin 3 &l 3

b 5l 5 5aSl SOD a i) lis A& P<0.001)s dle b sine Lialidls) (9) JS&I DA (e Jas
523458 + 1.3] kbl dalull (1 ) de saaan 4 )le (o padll g Sl ol dbadll (13 )
e [(Ul / mg protein)22.38 + 3.11s~% 10.77 + 0.925 (Ul / mg protein)7.70 + 0.60
S SOD a3l Ll (& P<0.00113 Jle b gina Laganai 0 U (g gadll ellac ) (sl i i)
Aaliall Ayl O3 al) e ganay e il g Sl elay Balaadl) (13 all sl (55K
(Ul'/mg 10.77 £0.92:17.85%+ 1.7 5(Ul/ mg protein)4.58 + 1.31=~37.6 + 0.7
dalldl 13 jall il SOD L& 8 P>0.05s sixe w51 Jaadl ol Lai « VI 5il) e [ protein)
Alull de ganally 45 Hlae Aalleall

45



MNermal
Diabetic

Mormal + Aloin

B08E

Diabetic + Aloin

301
.I. b

=] —r :
= 8 20- -
=
= a
E ;g' b E
8 & a :
%= = 104  —_—

0-

Liver Kidney

Ol g8 Superoxide dismutase  BL&S e Aloin U g sadl) sllaey) 8l 9 JSA
(Nn=6). kg 2183 STZ 2 amall 5 Sull ply Ay yall 5 daglial)

Data shown as meah SD, n =6. (°) diabetic control rats were compared with norrasd,
™ P<0.001.7 Aloin-treated diabetic rats were compared wiitibetic control rats,

™ P<0.001.

(CAT)Catalase s Aloin J ik 4

S CAT  a ) bl 4 P<0.0011a dle (5 gina aldadl &gaa (10) K& A (e
dalud) 3 jall de senay 45 )80 STZ 2 pamall )il (Sl el Lbadl Gl (548l
umol of H,0, consumed/min / mg 0.58 + 0.52:0.27 + 0.39 SY\S zilil) s dlajlizl)
< [ (umol of H,0,) consumed/min / mg protein42 + 0.72 53 0.22 + 0.355 ( protein)
CAT m il blis 8 P<0.001llle Jan Lging Lady (g (g sadll ellacl gl WS | i il
= sl il (Sl el Lladl Gl Al (o S CAT blis 8 P<0.01llle 5 (sl
53056 + 0.82 SIS il ol ulS Cua ddaliall Ay jall I3 al) Ae gaaay &5l STZ
0.22 + 0.35 53 0.36 £ 0.895 ( umol of H,O, consumed/min / mg protein.27 + 0.39
Gsira pd ol aadb ol s & sl e [ (umol of H0, consumed/min / mg protein
4 )le Aallaall Aalid) ()3 all die (g oI 5 (Al o) (p0 JS (& a3V 128 LaliS A P>0.05
Al Al (13

46



C'atalase activity

pmol of H202 consumed /pin/mg protein

MNormal
E=3 Diabetic
0.8 - b Ea Mormal + Aloin
¥ [ PDiabetic+ Aloin
0.6- [
b
a 1 T =+
0.4 1 = a
T
0.2+
0.0
Liver Kidney

S dadad) )3l oA Catalase Bld Ao Aloin U s sadll sllaey) il 10 JSA

(n=6). Lg21 33l STZ 2 aaall 5 Sl £l diay sl

Data shown as meah SD, n =6. (°) diabetic control rats were compared with norrasd,

™ P<0.001.9) Aloin-treated diabetic rats were compared wiitibetic control rats,

" P<0.01.” P<0.001.
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C“H 1) 4uk8) 1| X

Do oo il anll S el 6 ate el silial) Clileal) bl ol jlacal (5 Sl ela i
Lib g Sl glo Gy Y V) 5l (2) £ s Ol sV Jad Laslia ¢ (1§ 55) ol s )80 8

il aall Jaka gl leadl) & gl ¢S Cladail) (e paall Cun oS0 a2l S gl

Cua o JlaaY) Gisall (10 909 = e 585 . (Luo et al .,2004; Sepici et al., 2004 o) 14
(Ravi et al., 20055 43k 5 deal 380 Laa (g yo (adle day jl ale IS Jiy

Aga¥) Eisan A gagi Al s pall Hsdall Al g aall S e lds )l of ol )all (e el caiy

Tang et al., 2006; Rahimi et al., 2005; Ceriellg,_Sud) ¢l Clagad 5y shai & aalusall sl
0SY) 55l Camaly Ailde |yl gl 3oall sdall (gsiual (gale pull g,V Cuwy (2003
A sla i pual el Dane (2uSlll sliaall g laall GV (el Jie (i 5 Gl sl 35S dpanll

.(2006; Maritim et al., 2003rang et al., ) A

oo wll Gadi) @lld 5 ddadil) dimnSYI o) 6O jlall Akl ALE 4y <l g LAl o
Dl el Al A o) ) 30l ) Chand G oo AT Ay 4 jlie sl saliaal) el 35Y)
Ol i (g gual) olill Jauii ol apoptosis sl (s slall Csall (g i A e p LI e

. (Vijayakumar et al .,2006 ; El-Alfy et al .,2005

orshi Adige Ay s Sad) sy A sl ) ) (mEal saas Aua) iu) el
Sl Sgadl Al Gl E e paedl O 2 8 s dgapdall anSTH Claliae Jlexiad
O Sy s «lpaal) (asd C 5 B pebiaill Jie 2SN Cilalian (jany dila) 2ie Cuaddl|
Sinclair et sl ) sdall (S 3 3SIadl Ty 8 La ) ol DA e s Sl o)a Culagiad Eogan  can
Sl Clalcas Jleatind o adiad dina cilalaial @l o S (al ,,1992 ; Davie et al) .,1992
Zl) s sansSlll algadl ddliall ol 5l (mddd Gasedall OV gl 5 calay 5 NS dgalig yal)

(Lean et al .,1999 : Asgary et al ., 2002_5«) ¢l Claall 3 all ) 3all
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L’étude de I'effet antidiabétique et antioxydant del’Aloin chez des rats

rendus diabétiques par la Streptozotocine.
XIl. Résumé

L’hyperglycémie provoque non seulement la produrcties especes réactives de I'oxygene
mais également l'atténuation du systéme de défansexydant créant un état du stress
oxydant. Il est connu que le stress oxydant jouedlm crucial dans le développement des
complications associe au diabéte. Beaucoup deseplamt été évaluées pour surmonter ce
probleme.Aloe (Liliaceae) est largement utilisée en médecine traditionpelte Afrique du
Nord pour traiter diverses maladies y compris &bdte sucré. Plusieurs molécules bioactives
ont été isolées de I'Aloe, mais le plus répanduU’akstin. L'objectif de cette étude repose sur
I'évaluation de l'effet antidiabétique, hypolipidégue et antioxydant de I'administration de
I'aloin, & la dose quotidienne de 30 mg/kg, pendamit semaines, chez des rats rendus
diabétiques par streptozotocin. La concentratiaigsé du glucose a été mesurée chaque
semaine. A la fin d’expérience, le cholestérol ltdes triglycérides et les lipoprotéines de
haute densité ont été dosés dans le sérum ; cepetelglutathion réduit (GSH), les
substances réactives d'acide thiobarbiturique (TBJARla superoxide dismutase (SOD), la
catalase (CAT) ont été évalués dans un homogénfaielet des reins. L’administration orale
de l'aloin pendant trois semaines provoque une ctiému significative en concentration
sérique du glucose, en cholestérol total et ghytérides. L'aloin a également entraine une
diminution de la formation des radicaux libres slées tissus étudiés (foie et reins). En plus
de son effet antidiabétique et hypolipidémiquedifainution du taux des substances réactives
d'acide thiobarbituriqgue (TBARS), l'augmentatiors dectivités de la superoxide dismutase
(SOD), de la catalase (CAT) et de la concentratiorglutathion réduit (GSH) suggérent que
l'aloin possede des propriétés anti-oxydantes. réssiltats de cette étude expérimentale
indiquent que l'aloin posséde une activité antiéligine, hypolipidémique et antioxydante.
Cependant d’autres recherches expérimentalesreimpgssaires de déterminer les mécanismes

impliqués dans ces effets.

Mots clés: Aloin ; Streptozotocin; Diabetes ; glycémie;idi@mie; Stress oxydant ; System

antioxydant.
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Antidiabetic and antioxidant effect of aloin in streptozotocin-induced

diabetic rats

XIll. Abstract

Hyperglycemia not only generates reactive oxygeecigs but also attenuates antioxidant
mechanisms creating a state of oxidative stressldiixe stress is thought to play crucial role
in development of complications associates a desbelMany plants were evaluated to
overcome this problenfloe (Liliaceae) is widely used in North Africa folk medicine tee#at
various diseases including diabetes. Aloe contamasy active ingredients, but the best
known is aloin.The purpose of this study was toestigate the possible antidiabetic,
hypolipidemic and antioxidant effect of aloin, withe daily amount of 30 mg/kg, during
three weeks, in streptozotocin (STZ)-induced digbetts (30 mg/kg body weight) for three
weeks. Serum glucose level was measured weekltheAénd, total cholesterol, triglycerides
and HDL-cholesterol were examined in serum andaedulutathione (GSH), thiobarbituric
acid reactive substances (TBARS), superoxide diaseut(SOD), catalase (CAT) were
evaluated in homogenates of liver and kidney. @dahinistration of aloin for three weeks
resulted in a significant reduction in blood glue@nd a decrease in serum total cholesterol
and triglycerides. The aloin also resulted in daseel free radical formation in studied tissues
(liver and Kidney). The decrease in thiobarbitwaid reactive substances (TBARS) and the
increase in the activities of superoxide dismutéS®D), catalase (CAT) and reduced
glutathione (GSH) suggest that aloin has antioxigmaperties in addition to its antidiabetic
effect. The result of this experimental study iades that aloin at 30 mg/kg body weight
possesses antidiabetic and antioxidant activitywéler other experimental research is

necessary to determine the mechanisms involvdueseteffects.

Keywords: Aloin; Streptozotocin; Diabetes; glycemia; lipidexn Oxidative stress;
Antioxidants.
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