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* Liver cirrhosis 1s an important cause of mortality in HIV-infected subjects. Table 1 Table 3: model 1 excluding hepatic decompensation LS M ESAU REM ENT H EPATIC DECOM PENSATION
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* TE beside the good performance for the diagnosis of liver cirrhosis is a sen- Child Pugh score Child Pugh score B, at baseline 15 (0,599 0.0 @ 04- £ 047 Rt
o . . . -CP A (0/0) 33 (55) - Platelets (Cuantltatlve) 0.98 (096—099> 0.001 ns - = S— L
sitive test to detect changes in the liver damage and portal hypertension. _CPB. C (% 67 (45 - Platelets <120.000 cel/mL 20.2(2.06-154) 0.004 20 e £
. . . . . . C , (dol)' irrhosis (v 138 <86>3 MELD > 14 0.05 (0'40()) 0.66 - - S 0,2— ° 0,2— Decompensated and
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(death, hepatocarcinoma or liver transplant) of LS measurement, CD4+ (na- - 0.5-1.5 53 (33.5) TE measure > 44 Kpa 12 (4.6-32) 0.000 3 (1.03-9) 0.04
dir, baseline and <200 at baseline), ART, history of anti-HCV treatment, — 4185(:“6 65(39.9)

sustained viral response (SVR) to anti-HCV treatment, concomitant chron- - <1.45 43 (27.4) VARIAB LES AS SOC IATED TO HEPAT]I C 10 1.0

ic hepatitis B, current Child-Pugh score (CPS), MELD, FIB4 score, APRI - 1.45-3.25 >3 (33.6) 09— 09
1 61 DECOMPENSATION
L L C e . 08- 087
* The sensitivity, specificity, PPV, NPV, positive likelihood ratio (LH+) and Table 5
negative likelthood ratio (ILH-) were calculated. .S measurement cutott RESULTS 0,7 0,7
oint was selected using ROC curve. . : Univariate Multivariate
P 5 Table 2: clinical events during follow-up , , 06~ = %57
analysis analysis £ £
RESULTS N HR (C195%)
Follow-up, median (IQR) months 36 (20-47) _ Age (cuantitative) 1.02 (0.94-1.11) 0.58 - - % -
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