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Prognostic implications of recompensation of decompensated cirrhosis
after SVR in patients with hepatitis C.

Abstract

Backgound & Aims: The Baveno VIl consensus introduced the term
‘recompensated cirrhosis,” though few studies have examined its clinical relevance.
We analyzed the rate and predictors of recompensation after sustained virological
response (SVR) in patients with HCV and evaluated its impact on mortality and
hepatocellular carcinoma (HCC) compared to compensated and decompensated
cirrhosis.

Methods: We performed a multicenter observational study enrolling 916 patients
with HCV-related cirrhosis with a minimum follow-up period of 12 months after SVR.
Patients were categorized into three mutually exclusive groups: compensated,
decompensated, and recompensated. Patients were followed until the occurrence of
liver transplantation, death, or the last followup date, whichever came first.

Results: During the study (4.5 + 2.5 years), 12% (110/916) experienced a
decompensating event, 7.7% (71/916) were diagnosed with HCC, and 14.9%
(137/916) died. Among the 23% (216/916) of patients who were decompensated at
baseline, 63.4% (137/ 216) achieved recompensation at 12 months. Child-Pugh
score (odds ratio 0.69; 95% CI 0.53-0.89; p = 0.005) and the number of past
decompensating events were associated with recompensation. The compensated
cohort exhibited a lower mortality rate (4.2% [28/663]) than recompensated (36.5%
[50/137]) and decompensated (50% [30/60]) patients (p = 0.0001). Along with age
(cause-specific hazard ratio [CSHR] 1.03; 95% CI 1.01-1.05; p = 0.0009), albumin
(CSHR 0.67; 95% CI 0.45-0.98; p = 0.038), international normalized ratio (CSHR
1.88; 95% CI 1.14-3.10; p = 0.014), and bilirubin levels (CSHR 1.28; 95% CI 1.08-
1.50; p = 0.003), recompensated (CSHR 0.30; 95% CI 0.19-0.49; p = 0.0001) and
compensated (CSHR 0.09; 95% CI 0.05-0.16; p = 0.0001) states were associated
with mortality. By contrast, HCC occurrence was significantly lower in compensated
(4.4% [29/662]) than recompensated (14.4% [19/132]) and decompensated (12.1%
[7/58]) patients (p = 0.0001).

Conclusions: Two-thirds of patients with decompensated cirrhosis achieved
recompensation 12 months after SVR. Survival was better in recompensated patients
than in decompensated patients, but still worse than in compensated patients.
However, HCC risk remained unchanged in the recompensated cohort.

Impact and implications: The Baveno VII consensus introduced the term
"recompensated cirrhosis," though few studies have examined its clinical relevance
in hepatitis C. Two out of every three patients with decompensated cirrhosis
achieved recompensation 12 months after sustained virological response.
Recompensated patients had a better survival rate than those who did not
experience clinical resolution of decompensation, although their survival remained
lower than that of compensated patients. Hepatocellular screening should be
maintained, as its risk did not decrease in the recompensated cohort.
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ZXOAIa:

H epyacia autr) atroteAei TNV TPWTN MEYAANG KAIUAKAG, TTOAUKEVTPIKA MEAETN TTOU
aglohoyei TNV €vvold TNG «avAKTNONG TNG avTippotTnong» (recompensation) o€
aoBeveic ue Kippwaon amé HCV, cuugpwva pe Tov opiouo Tou Baveno VI, kai e€etadel
TNV €TTiIdPOOT TNG OTNV £mMBiwon, TNV EHPEAvIoN NTTATOKUTTAPIKOU KapKivwpaTtog (HCC)
KAl Ta NTTATIKG OUUBAaPaTa HeTd aTro £TTITEUEN TTAPATETANEVNG IOAOYIKNG QVTATTIOKPIONG
(SVR) [1].

«Recompensation», ocupgwva e 1o Baveno VI, opifetal wg n PePIK TOUAGXIOTOV
UTTOOTPOPN TWV OOUIKWY Kal AEITOUPYIKWY OAAOILWCEWY TNG Kippwong, HETA Tnv
atroudKpuVOon i} KATAGTOAN TNG QITIOAOYIQG TNG VOOOU.

KAIvikd&, o 6pog «recompensationy» aTTaITel TNV EKTTAPWON KAl TWV TPIWV TTAPAKATW
Kpinpiwv: 1. Atmropdkpuvon/katacToAR/iaon Tng TPWTOYEVOUS aAiTioAoyiag Tng
Kippwong (11.X. ekpiCwon HCV, diatipnon katactoAng HBV, pyakpoxpdvia atmmoxr arrd
OAKOOA 0€ OAKOOAIKA Kippwan). 2. YoxXwpnon ookitn (xwpic oloupnTikd),
uttoxwpnon  eykepalomabelag  (xwpic  AakTouAdln/pigadiyivn)  Kal atroucia
UTTOTPOTTAG KIPOIKAG digoppayiag yia TouAdyiotov 12 pAves. 3. ZTabepn
BeAtiwon oTig dokipaaoieg nIaTikrg Asitoupyiag (aABoupivn, INR, xoAepuBpivn).

2nuelveTal 0TI N KAIVIKA onuavTtikh mTuAaia utrépraon (CSPH) ptropei va emmipével
TTapd TNV avakTnon TNG avTippoTINoNG, KAl N aywyn PE PN EKAEKTIKOUG B-OTTOKAEIOTEG
(NSBBs) dev mrpéTtrel va SIaKOTITETAI EKTOG av uttoXwproel n CSPH [2].

loxupd onpeia TnG peAéTng

A) H peAétn epapudlel yia mpwTtn @opd Tov opioud Tou Baveno VII oe HCV,
€0TIACOVTOG O€ PIa Oudda aoBevwv TTOU aTTOTEAET 1I0AVIKO JOVTEAO, KABWGS N aiTioAoyia
MTTOPEl va €CaAelipBei TTApwG ue avTiikh Bepatreia. B) Zuppeteixav 916 aoBeveic ammod
11 voookopeia, yeyovog TTou aucdvel TNV EWTEPIKA EYKUPOTNTA KAl TN YEVIKEUTINOTNTA
TWV atroTeAeoPaTWY. ') Xpnoigotronénkav Tpeig auoifaio aTTOKAEIOUEVEG OPADEG
(compensated, decompensated, recompensated), opifovtag pe ca@n KpITApia TNV
TTopeia kGBe aoBevoug. A) Mépa armmd Tov UTTOAOYIOUO TOU TTOOOCTOU AVAKTNONG TNG
avTIPPOTINONG, N MEAETN €EETACE Kal TNV ETTIOPACN OTO TTPOCOOKIYO ETTIRIWONG, TNV
eyeavion HCC kal tTnv emimTwon véwv nmaTikwv cupBaudrwy. E) ‘Eyive xprion
TTOAUTTAPAYOVTIKWY avaAUuoewyv (AoyioTIK TTaAivdépdunon kai cause-specific Cox
regression) e XPOVIKA EAPTWHEVES PETABANTEG, TTEPIOpICovTag TTIBavEG OUYXUOEIG.

Kopia eupquata
To 63,4% Twv acBevyv PE Kippwaon Kal apon TG NTTATIKAG avTIpPOTINONG TTETUXAV

avdaktnon Tng avtippdtnong 12 prveg petd 1o SVR. H avaktnon g avTippdtnong
OXETIOTNKE PE ONUAVTIKA XapnAdTepn BvnolydTnTa o€ oxéon ME TNV EUPEvVouCa



atroppuBuion (CSHR 0.30), aA\d 6xi1 pe peiwon Tou kivduvou HCC, TTou TTapéuEIve
OUYKPIOIYOG PE TNV atroppubuiopévn opdda. O KAAUTEPOI TTPOYVWOTIKOI OEIKTES yIa
avAaKTNon TNG avTippdTTINONG fTav XaunAoTepn BabuoAoyia Child-Pugh kai ta AiyoTepa
TTponyouueva €TeIcOdIa dpong TnG avtippdtong. MNapd TV KAIVIKY BeATiwon, ol
000eveig Je avdAKTNON TNG AVTIPPOTTNONG £iXAV XEIPOTEPN £TTIRIWON ATTO TOUG TTARPWG
QVTIPPOTTOUMEVOUG  KIPPWTIKOUG KAl UWnAdTEPN  ETMTITWON  VEWV  NTTATIKWV
ouuBaudTwy.
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Aduvapieg Kal TrEplopICHOi

H avaktnong tng avTippdtnong agloAoynonke pévo ato 12unvo petd 1o SVR. Agv givai
BEBaio av Ta TTOCOOTA Kal n TPEOYVWON TTapapévouv oTaBepd pakpoTtrpdbeoua.
E€aipéBnkav acbeveic oe Aiota petaudoyxeuong  pe uywnAotepa MELD, kdm trou
TTEPIOPICEI TNV EQAPUOYH TWV EUPNUATWY OE TTI0 0OBAPES TTEPITITWOEIG AoBeVWV. Agv
olatédnkav TTAnpoopies yia HeTaBOAEG o€ KaTtavaAwaon aAkodA i BMI, tTou mmBavwg
eTnpeddouv TNV TTopeia. Ta amoTeAéouaTa Ogv UTTOPOUV VA YEVIKEUTOUV O AANEG
aITlohoyieg Kippwong Xwpig emMTTAEOV PHEAETEG. apd TNV TTOAUTTAPQAYOVTIKI] avaAuon,
TTAPAYOVTEG OTTWG N CUPMOPPWON OTn BepaTTeEia 1 PIKPOAYYEIOKEG AAAOILOEIG DEV
aglohoynbnkav.

KAIVIKEG ETTITITWOEIG

H peAétn emBeBaiwvel 611 n €vvoia TG avAKTNONG TNG AvTIPPOTTNONG £XEI TIPOYVWOTIKN
agia otnv kippwon amé HCV kai ptropei va xpnoiyotroinBei wg o1éx0g BepaTreiag.
QoT1600, N un Peiwon Tou KIvouvou HCC utroypappilel Tnv avdykn dlatipnong mg
ETTITAPNONG KAl TTAPAKOAOUONONG aKOUN Kal o€ aoBeveig pe KAIVIKA BeATiwon. ETriong,
Bétel epwTAPOTA yia TO av O opiopdg Tou Baveno VII xpeidletar mepaItépw
TIPOCAPUOYEG YIa VA aVTAVOKAG KAAUTEPA TNV TTPOYVWON.

ZUPTTEPOAOA

H peAétn Tpoo@épel IoXupd oToIXeia yia TNV KAIVIKA XenoiudTnTa TOU OPOU «avVAKTNOoN
NG avTIPPOTINONG» OTNV Kippwaon armd HCV, aAAd avadeikvuel 6T n Evvola auTh dev
Iocoduvapei pe TARPN apon TNG avtippdtnong. MNa va evowpatwoei eupéwg otnv



KAIVIKA) TTPAKTIKA, XpeIddovTal JEAETEG HOKPOXPOVIAS TTapakoAoubnong, Epapuoyn o€
GAAeg aimiohoyieg kal digpelvnan Tou POAOU TPOTTOTTOINCIMWY TTAPAYOVTWY KIvoUvou
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