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NEPIAHWH

‘Exel BpeBel 0Tl T yovidlo, To oTolo KwOIKOoTIoLEL TOV avaoTOAEA-1 TOU EVEPYOTIOLNTH TOU TAQCHLVOYO-
vou-pwteivng (PAI-1) ek@pdleTal €viova o eEAPOELS TWV PAEYLOVWOWY VOOHUATWY TOU EVIEPOU.
0 PAI-1 @aiveTal EMioNG va TPOAyeL T (pAEYHOVH EUUEDT, UE TN OTOXELON ULAg AAANG TTPWTEIVNG, TOU
EVEPYOTIOINTH TOUL TIAQCULVOYOVOU TOUL LoTOU (tPA), 0 oTtolog eUMAEKETAL eTloNG 0T PUBULON TNG PAEY-
JJOVIC TOU EVTEPOUL.

MeAETEC avapEPOLY OTL TATPOTUTIA EKPPACNS TWVY YOVIOIWY — TIPWTEVWY OE LoTOLG TIoL EANGOnoav
amo BLOYIES TOL TIAKEOS EVIEPOUL, EMETPEYPAV TNV AVAYVWPLON UN-PAEYHOVWOWY 00wV TIou oxeTiovTal
JE TA PAEYHWVWON VOO UATA TOL EVIEPOU. TO POVOTIATL TOU Yovidiou TNG THENG, amoTeAel eva apd-
delyua (LOVTENO) E TA TILO EUTIAOVTIOPEVC CUVOAC YOVIOIWY, O ACBEVE(G e PAEYUOVWON VOO ATA TOU
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eviépou (IONE). Eva yovidlo, To orolo Katexel EexwploTr BEon oTo povordtt auTto eivatl to SERPINE-T,
TO omolo kKwdlKoTolet TN petaypaen tov PAI-T. H ekTiunon TG ekppaong Tou yovidiov tou PAI-T oe
acBeveic pe IONE Ba pmopoloe va amoTeAEOEL eva XpHolo «epyaAeion, dlaxeiplong Kat mpoyvwong
BauBWTIKWY eMELC0dIWY 0TOLG AoBEeVEIG ALTOVCS, WOTOCO ATALTOVVTAL ETUTPOCOETEC UEYAAVTEPES KAl
OTOXEVPEVEG JEAETEG OTNV KATELBLVON AVTA, TIPLV LLOBETNBEL WG UN eTePBATIKN PEBOSOG pouTivag.

AE€eig-kAeda: SERPINE-1, PAI-1, PAI-2, PAI-3, IBD, t-PA, u-PA, CD, Crohns Disease, UC, Ulcerative Colitis,

Colitis
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PAI-1 is the ubiquitous and fastest physiological inhibitor
of both uPA and tPA where it ensures normal thrombolysis
by preventing fibrinolysis™. PAI-2 is equally important but
less effective against single chain tPA and does not inhibit
the single chain of uPA but can both inhibit the double chain
of uPA and tPA with comparable efficacy®. PAI-3 can inhibit
both uPA and t-PA although at a much slower rate than PAI-
1 and PAI-23. Urokinase-type plasminogen activator (u-PA)
and tissue-type plasminogen activator (t-PA) convert plas-
minogen from an inactive enzyme to plasmin, which is its
active form. Plasmin is involved in fibrinolysis, which is the
process of dissolving blood clots®.

In idiopathic inflammatory bowel diseases, both Crohn's
disease and ulcerative colitis, an increased risk of throm-
botic events have been demonstratedl. It is known that
inflammatory bowel diseases are a complex disease, with
heterogeneous pathophysiology in Crohn's disease and
ulcerative colitis. In particular, multiple interaction factors
contribute to the development of inflammation in the gut
and the development of IBD, such as genetic, environmen-
tal, infectious, and immune®.

On the other hand, the pathogenesis of thrombosis is
multifactorial, as various abnormalities of both the prima-
ry coagulation system and its acquired factors have been
reported3. The fibrinolytic system has been extensively
investigated in inflammatory bowel diseases. Most of the
available data indicate an imbalance in fibrinolytic capacity
with a tendency towards a hypnotic state. Thus, in this re-
gard, thrombin-activated fibrinolysis inhibitor and plasmin-
ogen-1 activator inhibitor are fundamental inhibitors of the
fibrinolytic process and are considered to be acute phase
reagents®.

Recent studies have shown a disturbance of the bal-
ance between the plasminogen activator-1 inhibitor and the
fibrinolysis inhibitor of thrombin activation, suggesting that

these molecules may contribute to thromboembolic epi-
sodes in both forms of IBD. In fact, plasminogen activator-1
inhibitor (PAIT), is a remarkable coagulation factor, playing
an important role in the control that is considered a "key" of
the inflammatory process during the mucosal invasion in
ulcerative colitis®”.

Biopsy specimens from both patients with active ulcer-
ative colitis and those with Crohn's disease have revealed,
through analyzes of the putative coding gene SERPINE-1, a
mutation that allegedly binds other genes expressed in the
intestinal epithelium and associated with myeloid cells®.

The SERPINE-1 gene (Fig-1) is located at position
7022.1 (Fig-2) and encodes the transcription of the plas-
minogen activator inhibitor 1 (PAI-1). Defects in this gene
are the cause of PAI-1 deficiency while high concentrations
of the gene product are associated with thrombophilia.
PAI-1 is involved in normal blood coagulation, blocking the
action of plasminogen activators that convert plasminogen
to plasmin (active form). Plasmin is involved in fibrinolysis,
which is the process of dissolving blood clots®.

Fig-1: SERPINE-1
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Fig-2: Serpine-1 Gene
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In conclusion, the assessment of the expression of
PAI-1 gene in patients with inflammatory bowel disease,
represents a promising tool in the management of patients
with inflammatory bowel diseases, Crohn's disease and ul-
cerative colitis. However, larger studies are needed to clearly
define the safety and efficacy of this novel exam in associ-
ation with classic inflammatory markers at routine level. At
this moment could be just a reliable non-invasive diagnostic
approach, alternatively or in parallel with histological exam-
ination (an intravascular diagnostic approach) in patients
suffering from idiopathic inflammatory bowel diseases who
presents symptoms or signs of thrombotic events.
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NEPIAHWH

Tnv teAevtaia dekaeTia, oL ONUOCLEVCELG OXETIKA UE TO QVOPWTILVO YOVIOIWHA 08 cLVOLACHO LIE TIC TIAN-
POPOPLEG TIOU LTIAPXOUV OTOV TOPEA TNG HOPLAKNG BLOAOYLAG EXOLV ETITPEWPEL TN XPON TEXVIKWY YOVLI-
dlakng Tpomotoinong yia tn Bepamneia dtdpopwv acbevelwv. H yovidlakr Bepameia anoteAet pla kAwi-
Kr HE6060 QVTIUETWTILONG YEVETIKWY OLATAPAXWY TIAPAAANAC OPWE N KAKOPETAXELPLON TNG evOEXETAL
Va ETNPEACEL KAL VA TPOTIOTIOLOEL TA AMOTEAECUATA SLAPOPWV AYWVWY HECW TOL YOVIOLAKOU VTOTUVYK.

To @alvopevo Twv LTEEPABANTWY exel apxloel va anacxoAel TIOAAOUG ETUOTAPOVES Kal AVBPWIIOUG
0g OO TOV KOOHO. H Xprion TNG YOvVIOLaKNG TPOTIOTOINoNG KAl N HETAPOPA YEVETIKOU LALKOL O aBANTEG
EXEL TN dLVATOTNTA VA PEYLOTOTOLOEL TLG ETUOOCELG KAl VA ETUPEPEL HPAUATIKEG OLVETIELEG OTNV LYELQ
TWV aBANTWV.

YKOTIOC TNG aAvaoKoTNoNG lval N ardKTNoN PLAG CUVOALKIG ELKOVAG TOL YOVIOIAKOU VTOTIVYK, N TIAN-
pO(POPNON Vla TIG BACIKEG APXES TIOU TO BLETOLY, KABWGE Kal N eMaypUTVNON TOU avayvwotn yld TiG
dla0TACELG IOV UTIOPEL VA AABEL TO GUYKEKPLUEVO (PALVOLIEVO.

H BepatoAoyia otnpixBnke otnv SladlkTLaAKN AvVaoKOTNoN TNS EvVNG AAAA Kal eyxwpLag BLBALOYpa-
olag, oe avapopes BRALWY, KABWGE Kal OE EPEVVEG KAl OTATIOTIKA OTOLXELA TTIOL AVTUTPOCWTEVOLY TLG
VEOTEPEC £EEANIEELC OTOV XWPO TOUL VIOTIVYK, TNG YEVETIKAG KAl TNG ABANTIKAG ETUOTAKNG.

H vea tdon mapepBaocng ota yovidla Tou abANTr) yla Tn geylotonoinon tTng abAnTkng amodoong
(aivetal va ylvetal mpayuatikotnta Ta emopeva xpovia. OL EpELVES KAl TA OTOLXEL TTOL UTIAPXOLY HEXAL
OTLYHNG, Selxvouv Tnv BETIKN) GTACN OPLOPEVWY TIPOTIOVNTWY KAl LATPWY AMEVAVTL O AQUTO TO PALVOHE-
VO, EVW ApKETOL aBANTEG dev paiveTal va exouv avtiBeTn amoyn.

H epappoyn tou yovidlakoU VIOTIVYK OTOV TIPWTABANTIONO TPOoldedlel TO TEAOG TNG ABANTIKNG
nBKNG Kat NG a&iag Tou kabe peTaAAiov. H cupuopewaon Twy aBANTWY OTOV UYL QVTAYWVIoUO elval
ONUEPA ETUTAKTLKNA AVAYKN, ETOL WOTE Va UNV YIVETAL 0 TTPWTABANTIOUOC «EUTIOPLO LKAVOTATWV», AAAA
amodELEN TPAYHATIKWY TAAEVTWY TIOU ceBovTal TNV ABANTIKH NBLKH Kal TO «eL aywvideobal.
NEEEIG-KAELBLA: VTOTILVYK, YoVidLa, YOVISLaKS VIOTIVYK, YOVIBLAKH TPOTOToinon, avixveuon, eTaypagl-
Kol mapayovTeg, yovidlakn Beparneia, aBANUaATa, QUOLKI) ACKNON, CWHATLKI AoKNGN
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