Hemostatic differences between the portal and
systemic circulation
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Changing insights in the pathogenesis of portal vein thrombosis
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Unique characteristics of the portal vein

The portal vein drains blood to the liver

The portal vein lacks venous valves Deep Vein Thrombosis (DVT)
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Hypercoagulability and DVT

Hypercoagulability is a well-established risk factor for development of DVT

« Acquired & hereditary hypercoagulable states
Blood type
FVleiden, prothrombin G20210A, AT deficiency.....
High levels of coagulation factors
Hypofibrinolysis



Hypercoagulability and PVT

The role of hypercoagulability in the development of PVT is unclear and
challenged in a recent prospective study (J Hepatol. 2021 Dec;75(6):1367-1376)

Contradictory data on FVleiden and prothrombin G20210A

Blood type is not a risk factor for PVT development (Liver Int. 2020;40(6):1415-
1426)



Is PVT really a thrombotic phenomenon?

MSB-stained sections. Collagen — blue; RBC’s — yellow; fibrin — orange/red

Hepatology 2022; 75(4):898-911
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Does a hypercoagulable environment in the portal vein contribute
to PVT development?
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Does a hypercoagulable environment in the portal vein contribute
to PVT development?

b C
400~ 250~ - 80- **
*%
300~ ) v £ 60
§- 150~ 2
200+ — v 40-
& 100- =
1004 i 20-
9 T T ? [ [ ’ [ I
2 & -z} o ‘b\ &
& &) Q"& o Q"';tk o
Q o o Q)
%) &) Y

Clin Transl Gastroenterol. 2020;11(2):e00123



Aoy ‘swoy *, Drusidog 07, DYSEAIUN
‘oifolopoy | ojnys| ‘DiBojoisjusolSDS) P DIPSHDD ||z 'D2IPSN DIUID | ONs| SYL WO

-D102020d07) OIAN “¢lZZeg OO ‘7 0|BBIR| C18INIO ZIHeN DIeNUDI *| 1550y DUegDs||3
"ZIHBUOI Dj|S0YD}] * 1lISDF DIUDSIS ‘| 01184 02ueWwIod | JIOIA 0IseoUDl

sjusljod dHoyuID JO

UOHDINDIID [DHOJ S} Ul 840)S DHOqUIoIYold Buiobuo

,0jozuas oasepy
\BLING BIZLRY | ULEZZMY OIPUBSSA]Y | 0}3BUBZ 0LAGlY  J23SHIEg AjBYIN  0J2iq.eg olniD
£0lID ouaquin  gpabuup eouug  coJjwy,Q 03533UEl (UIPJED BPILOY | OIEZZI B10G3Q

,0sseaen eunqes  eizaidg B3N ,ojjadwe) euajy . uoiwis oped . Agejeys yeseg

sisoyip) jo sabejs pasueapy ui 39343 ji-uiedsy
Y3IM Pa1BID0SSY SI UIdA |e30d Y3 jo abewe( |eljpyiopu3

20uRly SInDL SiejRqey sioue Aysam *, sareuowind UoResoTEn 13 saseal0ld , WIEsu| §1an,
ey ‘sinof jo (Epdsoy Aysiasun Khooreday pue fBojouajusansen jo juaun eda, lasuey sino) o endsoy AsBaun sEEsowsey-Abojorewaey o jusun@dag,

£1[3NID S3NL L NBUIRIAg JIBN-URST (3430131, P SINOT |, 3UO|EIAE 10T !\ XIP[|9T30-1ER] 3UF(EA L\ ISSNOYE[AQ 210IPIUG

sisoyain ypm sjuaned jo ewsejd senbnl pue jejiod
9y} u1 uonesausab uiquoay) pue uonenbeod jo Apnis aaneredwo)

Pl 0LDZ ;ANEREYPS @ SISE}SOWIEY JE[n|j2) pue sishjounqly ‘uopeinbeo) poolg



Since the liver clears markers of hypercoagulability,
sampling sites may be relevant

« 51 patients with cirrhosis undergoing TIPS at Hospital Clinic Barcelona

« Portal vein
« Hepatic vein
 Jugular vein
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Confirmation in independent 47 patient cohort
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Thrombin generation and fibrin breakdown in the portal circulation
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TNF-o (pg/ml)
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Inflammation in the portal circulation
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Conclusions

* In contrast to previously published data, we find no clear hypercoagulable
phenotype in the portal vein

» Confirmed in an independent cohort (unpublished)

» The differences between our results and those of others may relate to
 Patient characteristics (including etiology of disease and clinical status)
« Blood sampling techniques
« The timing of sampling during the TIPS procedure
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