
. =
F.E
F-e

{rfid oo

sJ:A'rT vr EIrdelr.rfi er a
tfvryl*eas6dtt

{1116'lr?tulyr a:rui{s nsquirn:ltri{g
tleiinlr:roEn.r: uf, uurirr g-r{gufi an
ln r. o2-g4q-czat -o-n*t a1l. - o2-e 49 -62a7
€fiail : dkcor)rq@rnohldol.<rc.{h

unffordo
- - e s . i - , a an1:d'uH'dtioilsionrutn5unoonfrurfurirl#rfinnr:rirarorqadr6oWoil:sdtyrsrrd.rorrrirl:J{nr:

fislurtolnr:tfio!anrflfirfluarruqnfrn!o{n1:{iulAunr:tto{rfiu1unu fi{oryadrar:d'ruor1ryo6a:vorn
rt5uv16'flrur:orlortiunrrilrAufirurorrryndoo:J:ydlrlnrtld nrrfinurnrJrdldfinr'rqni?ruoqryao'c:;
l lo. tdl :dfTadiarylheptanoidstrndrufnuaen607-(3,4dihydroxyphenyl)-5-hydroxy-I-phenyl-( lE)-t-

- heptene(dlr A) LLay t,j - diphenyl -4 (E),6 (E) - heptadien-3 -ol(d1: B) sionrrurniufloonfirnrsrfufi
j  .  =  h  *  ,  I  .  !  6  ) - ttt'tiiurilrlnu'lslo:rour:Jofoonlvri (H2or) lurwndrdoqroil:rdlyrerl ARIE-19 r'rnR'r:f;nu1Inuffi z,z -

diphenyl - I - picrylhydrazyl (DPPH) uan.rh{rfiudr ar: a fiqvri'druoq{n6d:v 0c50) i4lndrdulduinrfiu

fi rrynd ARPE - 19 fildiufir:A fin?lur{ldu 20 p M rflurrnr + f,rlll dlulrnio{riuR1:nrulrRfl1:

Mfisriltlnu Hro, (500 prvr) lddn'ir f,l: B unvilildldllr:o:lortiunr:rfiuduror lipid peroxidation,

malondiatdehyde rtnv reactive oxygen species fin:td'uInu rto, nlslulryad uon!tndf,innnr:nluxo{tcrnd

Ituu apoptosis ludnuuvfitt:Jrntunrtur{r{uuasr?nt 0tnflanr:io'uaqrJlddrer: diarytheptanoids A ii

arisrnrn'irufntngn iqornlrifilunr:druorlrynda:v Ieuerur:nfrurTuoqXn6a:yldlnusr:r ua;n:;{u
x  t ,  - - . . q .  . .  J  a  4  A a -  r  r  J q y y  dna tRnltnlu0q{00d:tnlulutryan d'r: A Slriluar:frildnunrflJunr:il:vqndlfdrunturnTurt

o o n fi rcrfu In utn fl I yo d I {8i I: n o o il :, c r r, r',,du u



No- ort

I\{AIIIDOLTINNIERSTTY
Wisdan of 64 ratt{

Regeorch Mdnogernent ond Development
Offlce of lfie Presldent
Tet : A2-84942414 Fax I A2449-6247
E-rnoif : cllrcoprd@.rtohldol.cc.tr}

Abstract

Chronic exposure to oxidative stress causes damage to retinal pigment epithelial cells which
may lead to the development of age-related macular degeneration, the major cause of vision loss
in humans. Anti-oxidants provide a natural defense against retinal cell damage. The present
study was designed to evaluate the potential anti-oxidant activity and protective effect of two
diarylheptanoids isolated from a medicinal herb Curcuma comosa; 7-(3,4 dihydroxyphenyl)-5-
hydroxy-l-phenyl-(1E)-l-heptene (compound A), and 1,7-diphenyl4(E),6(E)-heptadien-3-ol
(compound B) against oxidative stress (H2O2)-induced human retinal pigment epithelial (APRE-
19) cell death. The 2,2-diphenyl-1-picrylhydrazyl (DPPH) assay indicated that the anti-oxidant
activity (IC50) of compound A was similar to that of vitamin C. Pre-treatment of ARPE-l9 cells
with 20 p\rl compound A for 4 h afforded greater protection against the insult from 500 pM
HzOz, compared to a similar protection period for compound B. Compound A lowered tlzOz-
induced lipid peroxidation, malondialdehyde formation and intracellular reactive oxygen species.
Furthermore, compound A ameliorated the HzOz-induced decrease in antioxidant enzyme
activities and subsequent apoptotic cell death in ARPE-l9 cells in a dose and time-dependent
manner. These results suggest that compound A protects ARPE-I9 cells against oxidative strsss,
in part, by enhancing several anti-oxidant defense mechanisms. Therefore, compound A may
have therapeutic potential for diseases associated with oxidative stress, particularly degenerative
retinal diseases.


