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MepiAnyn

H napao&ovdon-1 (PON-1) eival pia yAukonpwrteivn ouvdedepévn pe 1o owpatidlo twv
uPnANnG nukvotntag Atnonpwrteivwyv (HDL) kat aokei avtio&eldwtikh dpdon. Mapdyetal oto
nnap kat epeaviel notkiAn evqupikn dpdon, énwg eotepdong, Aaktovdong kal unepogeldd-
ong. Eival évupo nou €xel avtiabnpoyevetikég 1610TNTEG, ONWG avTIOEEIOWTIKEG, XNPELIOTAKTL-
KEG NPOG Ta povokuttapa/pakpo@dya kat 1d1otnteg pwopoAinaong A2, aAAd kat avtipAey-
HovWwoelg 16tdtnteg. To yovidlo tng PON-1 napouciddlel Vo ouxvoug NoAUpopPLOpoUG, ToV
Q192R «kat tov L55M, pe noikiAn ouxvétnta epgaviong avd nAnBuopd. Ta aAAnAdpopepa
192R kat L55 éxouv ouvdeBei pe augnpévn ouxvétnta kapdlayyelakwy VOONPATwWY Kal PE
eAattwpévn avtiotaon twv LDL otnv o&eidbwon, avtiotoxa. MoAAoi napayovteg, énwg @dp-
paka, kanviopa, aAkooA, dtatpogn, nAtkia kal xpdvia voonpata, gpaivetal 6t ennpealouv tnv
evepyotnta tng PON-1. Tevikd, n PON-1 €ival évqupo pe peydAn kAwvikn onpacia, agou katd
KUplo Adyo BonBd otnv npootacia and ta kapdiayyelakd voonpata.

Né€eig kAed1: Mapao&ovaon-1, ofeldbwan, noAupopplopof, Ainidia, kapdlayyelaka voonpata
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"Paraoxonase-1: an antioxidant enzyme
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Summary

Paraoxonase-1 (PON-1) is a glycoprotein attached to the HDL particle. It is produced in the
liver and exerts multiple enzymatic actions, such as that of an esterase, of lactonase and
of hyperoxidase. It is an enzyme with strong anti-atherogenic properties, i.e. antioxidant,
chemoattractant to monocytes/macrophages and that of phospholipase A2, as well as
anti-inflammatory properties. Two polymorphisms in the coding region of PON-1 gene
are prominent, the Q192R and the L55M, with high variability in human populations all
over the world. The 192R and L55 alleles have been related to increased prevalence of
cardiovascular diseases and reduced resistance of LDL to oxidation, respectively. The
impact of several factors in PON-1 activity, such as smoking, alcohol consumption, drugs,
diet, age and diseases, is presented in this paper. It appears that PON-1 is an enzyme with
major clinical significance in the prevention of cardiovascular diseases.

Eloaywyn

H napaotovdaon-1 (PON-1) eival éva avtiogel-
SWTIKG évdupo ouvoeSEPEVO PE TNV UPNANG NUKVO-
ntag Ainonpwteivn (HDL), To onoio npootatevel
NV XapnAng nukvotntag Ainonpwrteivn (LDL), aAAa
kat tnv dia nv HDL ané tv ofeidwtikh tpono-
noinon, dlatnpwvtag £€T0l T AEITOUPYIKOTNTA TNG
HDL kal npootatevoviag évavil Twv kapdlayyela-
KWV nadnoewv’.

Mpodkeltal yia pla yaukonpwtefvn 355 apivo&e-
wV, pe poplakd Bapog 43 kDa? Eival péAog piag
UMNEPOIKOYEVELQG NPWTEVWY, Nou neplAapBavel tnv
PON-1, PON-2 kat PON-3"?, Ytov dvBpwno ta yo-
vidla twv PON Ppiokovtal oto pakpy okEAOG Tou
Xpwpoowpatog 7, petaty g21.3-g22.134 ToAAEg
NaBoAoyIKEG KATAOTACELG, OTIG OMoleg epnAgketal
T0 OCELOWTIKO OTPEG, (paivetal va oxetidovral pe tv
PON-1"2¢,

Aopn kat ouvBeon tng PON-1

H PON-1 é€xel dopn B-nponéAag pe 6-mrepulyia
(6-bladed B-propeller) kat kGBe ntepUylo anoteAei-
tat and 4 B-aAloouc>?®’. To nnap eival niBavota-
ta n kUpla B¢on napaywyng tg PON-1"6. H ékkpl-
onh ¢ e€aptdtal anod tm ouykévipwon tng HDL. H
evowpdtwon tng PON-1 ota owpatidla HDL yive-
tal Uotepa and npoowpivi alvoeon g Almonpw-
tefvng otnv KuTtapikn pepPpdvn Tou NNAtokuTtd-
pou kal andéonaon tng PON-1 and autnv pe t Bo-
nBela unodoxéa (Ixnpa 1) .

Ixnpa 1.
Evowpdtwon
g PON-1
navw oto
owpatidlo
¢ HDL.

MEMBPANH HNATIKOY KYTTAPOY




32

HJM

Apaoeig tng PON-1

« EvQupikeg 1816tnteg tng PON-1

H PON-1 €ival pia opyavopwo@atéon n eote-
pAoN yia 0pyavopwoPOPIKEG EVWOELS, ONwE N Na-
paotdvn (paraoxan). AlaBetel kal 116TNTEG apu-
Aeotepdong, ylati udpoAUEl apwpatikoUg €0TEPEG,
aAAd kat 6pdoelg Aaktovaong, apou udpoAUel Aa-
KTOVEG (KUKAIKOUG €0TEPEG), MOU EXOUV ONPAVTIKES
SOUIKEG OpOLOTNTEG pe NoAAOUG oEeldbwpEvoug Le-
tapoAiteg Ainapwv o&ewv. Me tov Tpdno autd, n
PON-1 éxel avuoEeldwtikeg 1616tnteg. H udpdAu-
on ané v PON-T twv unepoeldiwv nou dnpi-
oupyouvtal katd tn o&eldbwon Twv AlNonpwIeivwy,
HEIVEL TO OEEIOWTIKO (popTio Toug, divovtag otnv
PON-1 kat tnv 1biétnta tng unepo&eldbaong'=2°8,

‘Eva aképn onpaviiké evupikd unéotpwpa yla
v PON-1 €fval n BeloAaktévn tng opokuoTeivng,
N KUTTapoToEIkN Hop@n TNG OpoKUOTElvNg, N onola
npokaAei opokuoteivuliwon twv LDL kal tg ka-
Blotd npo-abnpoydves. H  PON-1 udpoAdovtag
v BeloAaKTéVN TNG OPOKUOTEIVNG O OPOKUOTEL-
vn, e€oudbetepVel TN dpdon Tng npootatelovtag
HE Tov TpOno autd anod tnv abnpookAnpwaon'=28,

Mapaofovdaon-1 kat HDL

H PON-1 &ev Bploketal oe éAa ta HDL owparti-
d1a, aAAG otnv UNoTdEN TWV PIKPWV Kal MUKVWV po-
piwv nou nepiexouv apoA-1, apo-J kat povo 22%
Alnn°. H ouvdeon tng PON-1 pe tnv HDL dev anai-
tel tnv napouacia ¢ apoA-l, n onoia opwg Pon-
Ba otn dlatnpnon g BEATIOTNG evepydTntag kat
otaBepotntag tou evUpou. EmnAéoy, moAAG pw-
opoAnidla tng HDL, é6nwg n pwoeatibuAoxoAivn,
dleyeipouv kal otaBeponololy tnv evepydtnta tng
PON-12879,

H PON-1 cuvdéetal dpeoa pe tv HDL, v dev
pnopei va ouvdebel pe tnv LDL'. MapdAa autd n
PON-1 epnodicel tv o&eidwon tng LDL €fte npay-
patronolwvtag pia npoowptvin ouvdeon HDL-LDL,
Kal €10l nAnotadet n PON-1 tv LDL, €ite pe peta-
Qopd TwV OLEIdWHEVWY Pwo@oAINdiwy and tnv
LDL otnv HDL, niBavétata péow eEEISIKEUPEVWY
NPWTEIVWV Nou PETaPEPOUV pwopoAnidla’™ 2,

AAAeg 6paocelg tng PON-1

H PON-1 ¢aivetal va éxel kal AAAeg, deutepeu-
0UOEG, avtlaBnpoyevetikég 1616tnteg'. Etot, n PON-
1 avaotéMovtag v o€eidwon tng LDL, peldvel

TOV XNHEIOTAKTIONO TWV HOVOKUTTAPWV/Hakpopa-
ywv, nou nupodoteital and ta ofeldbwuéva pw-
o@oAIn{dia™’®. EnnAgoy, éxel 1810TNTEG PWOPOAL-
naong A2, odnywvtag otnv aneAeuBépwaon anod
Ta pakpodya MoAuakdpeoTtwy ANapwy 0oLEwv
kal AucopoopatibuloxoAivng, n onoia evepyonol-
el tn olvéeon tng HDL ota kUttapa kal tv npo-
oAnyn XoAnotepdANg and th Anonpwteivn auth
(Cholesterol efflux)'®'.

H PON-1 @aivetal 6Tt éxel Kat aviipAeypovwon
dpdaon, agou eAattwvel Ta enineda tou napayo-
vta TNF-a, nou eival npo-gAeypovwdng KUTtapoki-
vn, kat dladpapatiel onpavtikd poAo otnv avantu-
&n TN abnpookAnpwong'™.

MoAupop@iopoi tou yovidiou tng PON-1.

To yovidlo tng PON-1 napouatadel duo ouxvouq
NoAupop@IopoUG atnv Kwolkn neptoxn, tov Q192R
kal tov L55M. Ot noAupop@lopoi autol mpokuU-
MTOUV WG avTIKAataotaon Ttou YAOUTApWIKOU 0&€-
0¢ (Q) ané tnv apywivn (R) otn Bon 192 kal tng
Aeukivng (L) and tn pebBelovivn (M) otn Béon 55 ©.

H ouxvétnta twv NoAUPop@IopwWY NOIKIAEL ava-
Aoya pe toug nAnBuopous. To aAAnAdpoppo 55M
elval ouxvdtepo otn A€UKN QUAN O€ Oxéon e TN
pavpn, énou uneptepel to aAAnAdpopgpo 192 R.
H kitpvn @UAN €xel tv upnAdtepn ouxvotnta oe
55L°. Ztn kaukdola (puAn, ol ouxvaTNTeG nou dlani-
otwBnkav yla tov noAupop@lopd L55M eivat 41%
LL, 45% ML, 14% MM kal yia tov NoAUHOPPLOHO
192 53% QQ, 36% QR kat 11% RR avtiotoixa'®
. Ooov agopd tov eAMnviké nAnBuopd, dlaniotw-
Bnkav ol akéAouBeg ouxvédtnteg: 37,7% LL, 23%
MM, 39,3% LM kal 48,4% QQ, 41,8% QR, 9,8%
RR, avtiotoxa'’.

Extdg and toug noAupop®IopoUs TNG KWOIKAG
NEPLOXNG, UNAPXOUV Kal NEVIE MOAUPOp@PLopol otnv
NEPLOXN TOU ekkivntn (promoter). Ot NOAUpOP®I-
opoi autol Bpiokovtal oug B¢oeig -909/907 (C or
G), -832/824 (A or G), -162 (C or G),-126 ( C or G)
Kalt-108/107 ( Cor T)'®.

Eniépaon twv noAupop@lopwv tou yovidiou
otnv ékppaon tng PON-1.

Ot noAupopgiopol tou yovidiou ™g PON-1
LnopoUV va eNNPEACOUY TN OUYKEVTPWON AAAA Kal
v evepydtnta tou evqUpou' s,

O Q192R noAupoppiopdg aivetat va oxetide-
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Tal loxupd e v evepydtnta Tou eviUpou, 0 Yovo-
tunog RR pe ugnAdtepn evepydtnta wg napaofo-
vdon kal w¢ apuAeatepdon, evw o yovotunog QQ
eixe uPnAdtepn evepydtnta wg Aaktovaon ',

O noAupop@lopdg L55M tg PON-1 gaivetal va
oxeTidetal pe xapnAOGTEPN OUYKEVIPWON Kal EVEP-
yotnta otov opd tou evlUpou. O Leviev kal ouv.
Bprkayv, xapnAdtepa mRNA enineda otoug pope(g
ToU M aMnAopdp@ou kal uPnAdtepa otoug  Po-
peic tou L aAnAopdppou®. EninAéoy, To aAAnAd-
popgo 551 oxetidetal pe peyaAutepn otaBepotnta
Kal avBektikdtnta otn npwtedAuon, agou to 5501
apvotu oxetiletal pe to dopikd NakeTdplopa tng
npwtelvng®.

Ané toug NoAUpOP@IoPOUG OTNV MEPLOXN TOU €K-
Kivnth tou yovidlou, ekeivog tng B¢ong 108/107
OUPBAAAEL 0TO 23-24% NG noiAopoppiag otnv
€kppaon tou yovidiou tng PON-1 kat otnv ouyké-
VIpWOon g otov 0po?.

MoAupop@iopoi tou yovidiou tng PON-1
Kal kapdlayyelakn vooog

Ol neploodtepeg peAéteg napouolalouv Betikn
Ouoxétion avapeoa otov noAupopplopd Q192R,
kal €dikotepa 1o R aAAnAdpoppo, kat ta kapol-
ayyelakd voonpata, agou PBpebnke va eivat Atyd-
TePO anoteAeopatikd in vitro otn udpdAuon Ainidi-
KWV unepoteldiwv oe oxéon pe 1o Q aAAnAdpop-
@02 loxupn ouoxétion petaty tou 192R aAAnAo-
HOPPOU Kal Tou KivdUvou atepaviaiag véoou ola-
notwOnke o€ Iv6oUg?>#, Aryuntiouc?, Taidavooug
26 Teppavouc?’, Kaukdotoug tng B. Auepikng?®2? kat
o€ lanwveg®™ . AAeG dUwG PEAETEG KatéAnEav o€
avtiBeta oupnepdopata, oe Kiveloug®!, Kopedteg™,
lonavoug®, ltaAouc™, Bpetavoug Kaukdoloug®™e,
Toupkoug®” kal MoAwvouge.

Avagopika pe tov L55M noAupop@iopd tou yo-
vid{ou tng PON-1, n napouacia tou aAAnAGpopgpou
55M obhynoe in vitro oe peyaAltepn Ikavotnta tng
HDL va npootatevel tnv LDL ané tnv o&eidwon oe
oxeéon pe to 550%°, anoteAéopata nou dev eniPe-
BaiwBnkav pe PEAETEG in vivo? 404!

Eniong, yovotunog 192RR Bpébnke oe peyaAlte-
pN ouxvotnta o€ Atopa nou ekdhAwaoav ayyelaxkd
EVKEPAAIKO €nelododlo (AEE) npv ta 40 €n (16,19%)
ano ot oe atopa nou dev eixav unootel AEE (3,6%)
41 EmnpdéoBeta, ol yovétunot 192QQ kat MM55
Bpebnke 6t oxetidovtal pe Atydtepo abnpoydvo Al-

MoaIPIkG NPo@iA?24!,

Eniépaon pn yevetkwv napayoviwv
v PON-1.
« Enidpaon qappdkwv otnv PON-1.

MoAAG pdppaka ennpedlouv TNV €KPEAcn TNG
PON-1. MéxplL onpepa oL otativeg Kat oL aywvIoTES
twv PPAR unodoxewv eival ta no KaAd peAetnpe-
va pdppaka yla ug endpdacelg toug otny PON-1°°,

O1 otartiveg, e€artiag Twv aviloEeldWTIKWY TOUg
IKQVOTNTWYV, (Paiveral va eival EUEPYETIKEG Yla TNV
PON-1."Exouv dlatunwBei dUo nmibavoi pnxaviopof:
O npwtog eival étl ol otativeg augdvouv tnv evep-
yotnta tng PON-1 mBavov pelwvovtag to o&eldw-
TIKO stress kal anotpenovtag tnv anevepyonoin-
on tng’. O 6eUtePOg pNxaviopog oxetidetal Pe v
aneuBeiag enidpaon twv otatvwv OToV EKKIVNTA
tou yovidiou tng PON-1 kal avgnon tng Asitoupyi-
ag Tou £wg Kat 250% °.

Mia 6eUtepn katnyopia gappdkwy pe  enidpa-
on otnv PON-1 €lval ol aywvioTeg Twv unodoxe-
wv PPA (PPARs, peroxisome proliferator-activated
receptors) Xtnv Katnyopia autwv Twv Qappakwy
avnkouv ol PIPNPdteg, nou eival kupiwg PPAR-a
aywVIoTEG Kat aviAimdalpika péppaka, aAAd kat ot
yAitaddveg, kupiwg PPAR-y aywviotég kal avtdla-
Bntika eappaka. Ot aywviotég twv PPARs gaivetat
0Tl Opouv euepyeTIKA otnv evepyotnta tng PON-T,
peow enidpaong otnv HDL, tnv apoA-I aAAd kat pe
TG QVTIPAEYHOVWOELG Kal aVTIOEEIOWTIKEG SPAOELS
nou dlabetouy .

AMEG katnyopieg @appdkwy nou gaivetal va
endpouv otnv evepyotnta tg PON-1 €ival ta ol-
oTpoyova, n aonipivn, n opAlotatn kat n eCetpiunn.
‘Etoy, o€ eppnvonauoiakég yuvaikeg n oppovikn uno-
Kataotaon peiwaoe tnv o&etdbwpevn LDL kal avgn-
o€ tnv evepydtnta tng PON-1 otov 0pé®°. H aoni-
pivn (@Aavnke va au€avel TN OUYKEVTPWON Kal Thv
evepyotnta tng PON-1 o€ aoBeveig mou t AapBa-
VOUV OUOTNPATIKA Adyw oteaviaiag véoou 5,6 .
TéAog, n opAlotdtn kal n eCetpipnn exel Ppebel ot
autavouv tnv evepydtnta tng PON-1°¢,

Eniépaon aAAwv napayévtwyv otnv PON-1.

O kanvég tou Tolyapou PBpebnke 0TI AvaoTéA-
Aet tnv evepyotnta g PON-1 in vitro, 1blaitepa
ol evepyelg ardeldeg (aketaAdelidn, poppaldbel-
on) Kal ol apwpatikol udpoyovavBpakeg Nou neple-
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xel. H enidpaon autn dev avaotpépetal pe tv xpn-
on avtlo&eldwtikwy, 6nwg n Brrapivn E, n Brrapivn
('8 MeAgteg in vivo €6l€av OTL To Kanviopa pelw-
VEL TNV evePyATNTa Kal TNV ouykevtpwon thg PON-
18 H enidépaon tou kanviopatog otnv ék@pacn g
PON-1 @aivetal va eival avaotpéPiun Pe Ty Ka-
TavaAwon peTpiwv NoootNTwy aAKoOA Kal TAKTl-
KN doknon?. MapdAAnAq, To aAkodA o€ PIKPES Mo-
00TNTEG paivetal va au€avel Tnv evepyotnta Kat
ouykévtpwon tg PON-1. Ze avBpwnoug nou ka-
TaVaAWVouV PIKPEG MOoOTNTEG AAKOOA napatnpn-
Bnkav katd 395% uynAdtepeg TIPEG evepydTnTag
PON-1 o€ oxéon pe éooug dev KaTavaAwvouyv Ka-
B6Aou aAkooA*. Aev dlaniotwBnke 1blaitepn dla-
(popd avapeoa o KOKKIVO kpaoi, pnupa kat aAAa
olvonveupatwdn notd'®. Ta gAaBovoesldh nou ne-
plExovTal oTo KOKKIVO kKpaoi Bewpeital étt eubuvo-
vtal yla g napanavw 6pdocelg otny PON-1"8 H pi-
Kpn katavaAwon aAkoOA qaivetal va augavel kat
T ouykévtpwon tg PON-1, péow tng avénong g
ouykévtpwong tng HDL kal tng apoA-I*.

Apketd ouotatikd g dlatpoPng Exouv BeTiKN
enidpaon otnv ékppaon tng PON-1. YuykekpIpié-
va, T0 eAaldAado anoteAel To Bacikdtepo (owg Tpd-
(IU0o, To onofo xapn oto OA€IKG 0EU, MOU NEPIEXE-
tat oe autd, au€dvel tnv evepydtnta tng PON-T,
aAAd kat tv npootatelel and tnv anevepyonoin-
on, péow pelwong tou ofeldwtikoU stress kat tng
AIMdIKAG unepoteidwong?.

O xupég and to pddL, nAovolog oe PAaBovoel-
on kat oe dAAa avtlofeldbwtikd, elval eva akoépn
TPOQPIU0 Nou autavel tnv evepyotnta g PON-T,
o€ ouvbuaopo pe pelwon g o&eidwong tng LDL,
aAAd evioxuel kat tnv ouvoeon tng PON-1 pe thv
HDL*. MapdAnAa, Bpebnke dtl ta pAaBovoeldn
au€avouv Tnv evepyoTNTta TOU EKKIVNTA TOU YOVI-
dlou tng PON-1 o€ kuttapokaAAiEpyela, aAAd kal
in vivo petd and yeupa nAouolo o€ noAupalvoregs.

EnminA¢ov, ta wdapla nou eivat nAodola o€ w-3 no-
Auakopeota Alnapd o&ea, £xouv odnynoel oe avgn-
on NG ouykévipwong TG HDL kal twv ennédwy
¢ PON-1 otov op6 aoBevwv pe peiktol tunou
unepAtmdalpia®. EnnA€oy, ol TPOQEG NOU NEPIEXOUV
avtioeldwtikég Prrapiveg C kal E qaiveral ot €i-
val eUEPYETIKEG yla tnv PON-1€, evw undépxouv kat
anoteAéopata avtiBeta pe autn v anoyn®.

TéAog, yeupata nAouola og payelplkd Alnog pe
augnpevn  OUYKEVIPWON oEeldwpévwy  Atmdiwy,

npokaAoUv mtwon otnv evepyotnta tg PON-1€.
Autd €pxetal oe ouppwvia pe in vitro peAETEG Onou
n PON-1 anevepyonoleitat and o€eldbwpeva Anidla
kal o&etdwpévn LDLE.

H nAikia efval évag aképa napéyovtag nou enn-
peddlet tnv PON-1. H evepydtntd tng eivar 1blaite-
pa xapnAn katd tn yévvnon kat au€dvetal otadl-
aKa PEXpL va (PTacel o€ éva nAatw petagl 6 kal
15 pnvav'® H evepydtnta tng PON-1 pelwvetal pe
v ndpodo g nAikiag, Adyw g au&npévng eu-
ndBelag tng HDL otnv ofeldbwon®. O1 QQ192 opo-
(uywteg @alvetal va exouv peyaAltepn anwAela
NG ev(UUIKNG IKAvOTNTAG PE TO NEPAcHA ToU Xpo-
vou. H eundBela tng HDL kal tng LDL au€dvetal
avaloya pe To yovotuno pE tThv Napakdtw oelpd:
QQ>QR>RR*.

KAwvikin onpaoia tng PON-1

« PON-1 kal kapdlayyetakn véoog

Mepapatikd dedopeva exouv katadeilEel v
avti-aBnpoyevetikn dpdon tng PON-1. EAdttwon
NG evepydTNTag tou evUPoU OXeTOTNKE Pe augn-
pévo kivbuvo n enintwon yla otepaviaia véoo',
aAAd kal pe peyaAltepn Baputnta g vooou®. H
peiwon otnv evepydtnta tng PON-1 éxel napatn-
pnBel Kal apeoa otig NpWIEG WPEG and tnv Evap-
&n Tou BwpakikoU AAyoug otoug enhoavieg anod
0€U €uppaypa tou puokapdiou’. TéAog, npéopatn
peTd-avaAuon, pe 43 PEAETEG kal ouvoAikd 20629
OUPETEXOVTEG, KATESEIEE ONPAVTIKA CUOXETION IE-
tacy pewpévng evepyotntag tng PON-1 kat eu-
aoBnoia yia otepaviaia vooo™. ApKeTEG HEAETEG
éxouv beiel ot n evepyotnta tng PON-1 pelwvetal
oe XA tnou 1 kat 2. Mia niBavn e€nynon eivat
ot oe dlapntikoug aoBeveic n PON-1 petakiveitat
and tnv HDL otov opd, onou kal yivetal avevepyn'.
MBavétata autn n anoouvdeon tng PON-1 and
v HDL ogeidetal oe peiwpéva enineda apoA-|
kal oe yAukoQuAiwon t¢g HDL'. Mia dAAn €ghyn-
on eival 6t n evepydtnta Tou ev{UPOU KATAOTEA-
Aetal Adyw Tou augnpevou ofeldwtikoU stress nou
Undapxel oto LA kal Twv aAAaywv otnv ogeldboava-
YWYIKN Katdotaon tng eAeUBepNG 0OUAPUOPUAIKNG
opaodag g kuoteivng otnv Beon 284 tng PON-1"
O noAupopglopog Q192R tng PON-1 oxetidetal pe
v otepaviaia vooo otoug dlapntikolg acBeveig
nePLoodTEPO anod O,TL 0To Yevikd NANBuopo. EnnAE-
oV, 0 MOAUHOPPLOPGG L55M oxetiotnke pe dlata-
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paypévn avoxn otn YAUKO(N, e pelwpévn Astoup-
yia twv B-kuttdpwv kalr pe augnpévn avtiotaon
otnv IvoouAivn®. EnminAéoy, diédpopa voonpata, ta
onoia oxetiovtal Pe TN PAgyHOVA KAl TO OLELOWTI-
KO stress, pelvouv tnv evepyotnta tng PON-1. H
eAkwdN KoAftida kat n véoog Crohn, ol yaotpooloo-
¢ayikof dykol, n vooog Behcet, n o&eia nnatitda, n
véoog Alzheimer's kat n ohyn eivat naBhoelg otig
onoie¢ n evepyotnta tng PON-1 nAtav eAattwpe-
vn'®. Mapdpola anoteAéopata Napouctdotnkay Kat
o€ xpovia nnatitida aAAd kal og kippwon fnatog'.
TéAog, o€ xpdvia VEPPIKN avendpkela Kal, KUpiwg,
o€ aoBevelg o aipodidAuon, n peiwon tng evepyod-
NTag tou evlUpou oxetiotnke e peiwon tng HDL
kat tng apoA-I',

Yupnepaopata

H PON-1 eival pla npwteivn pe nolkiAn evlupi-
KN &pdon, Kupiwg aviiaBnpwpatikn. To yovidlo thg
PON-1 napouciadet 61a(popous NoAUHopQIoHOoUG,
ol onoiol oxetidovtal pe Tov Ipdno dpacng tou eviu-
pou, aAAd Kal pe TN ouxvatnta ePQAviong TG Kap-
dlayyelakng vooou. Avépeoa otoug PN YEVETIKOUG
napdayovteg nou ennpeadouv t 6pdaon tng PON-T
elval n dlatpogn, To kanviopa, dlapopa PAppaka
kal n nAkia. Me tnv napoloa avaokonnon, Kkata-
delkvUeTal 0 NoAU onpavtikdg poéAog tou eviUpou
autoU otnv NPOAcnion Tou opyaviopou evavtia o
o€eldwtikolg napdyovieg, aAAd kal otnv Npoota-
ola ané ta kapdlayyelakda voohpata.
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