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Comparison of the clinical outcomes between entecavir and tenofovir in chronic hepetitis B patients
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Background & Aims: There have been limited studies directly comparing the long-term clinical outcomes between entecavir (ETV) and tenofovir dis-
oproxil fumarate (TDF). This study was aimed to compare the risk of desth, liver transplantation or hepatic complications including hepatocellular car-
cinoma (HCC) and hepatic decompensation between them in treatment-na?ve chronic hepatitis B (CHB). Methods: We performed a retrospective
analysis of data from 1325 consecutive adult patients with CHB, treated with ETV (n=721) or TDF (n=604), at atertiary referral hospita in Ulsan,
Korea, from January 1, 2007, through April 31, 2017. Among the patients, 708 were analyzed using propensity score matching with a ratio of 1:1.
Results: Two groups showed no difference in basdline characteristics. During a mean follow-up of 49.9 (range 12-122) months, virologic response
(HBV DNA negativity) was achieved in the mgjority (89.5%) of patients. Nine patients (0.7%) died or received aliver transplant, 64 (4.8%) developed
HCC, and hepatic decompensation occurred in 24 (1.8%). None of the patients without cirrhosis died, received a liver transplantation, or developed
hepatic decompensation. HCC occurred in 58 (9.5%) among the patients with cirrhosis, whereas in 6 (0.8%) among those without cirrhosis (p <0.001).
ETV or TDF did not have significantly different effects on clinica outcomes. In the overall propensity-matched pairs, two groups also associated with a
similar risk of death, liver transplantation and hepatic complications. Conclusions: In aretrospective study of 1325 patients with CHB, ETV and TDF
therapy did not have different effects on risk of death, HCC, liver transplantation and hepatic decompensation.
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HiZA: 2o id, Bl =2 o] 2 qlEl7lu|ofe vhg BE 1H Saoll A o} F43ots) Al 718 2] A EE wEE QAo = fEAlSolt). 3FARt H| =] of
u qlg7e| o} o} A4 vhdBHREAA] X 5.9 el s de] Gzl vk glo] & AFE AlE ik W v BY T 84 5 5] F4sE B
312} 919 o] thal 2n] R (LAM, n=28), Hl:=X1|o] (TDF, n=26) 2 <le|7}u]o] (ETV, n=37)2 103 34 #st et 44 454 Frhiss
485 U9 AP 2 Tho] 2] o2 A3l la 11 9ol ) AbdE, vlolE 2 Sl el 1 AYslshy whg-of oS 1A} E 485 U] o} of A Ul g L o
3 371 dct. Ak ghv i (n=4, 14.3%), Hl:=2u]o] (n=1, 3.8%) 2 <lEl7lu]o] (n=4, 10.8%) A= TE F 7to]2] vl&H APgEX = frofet 2}
o]7} 8121tk (p=0.435). thil gk B-X o)A H2=o] $5 (HR 10.467, 95%, Cl 1.596-68.645, p=0.014) = model for end-stage liver disease (MELD) -
7} 25012431 7oA (HR 28.920, CI 4.719-177.251 p<0.001) APg-E7 7+l 2 9] YA wrt Z71et Ao g Vet BE wollA] fAlE AslehA ukg
(LAM [78.6%], ETV [89.29%], TDF [96.2%], p=0.134) 2! n}o]2} 944 (HBV DNA <116 copies/ml; LAM [82.1%], ETV [73.0%], TDF [92.3%],
p=0.151) o] etk o HBeAge] F4 ¢k ul&5= (LAM [50%], ETV [38.7%], TDF[33.3%], p=0.560) oJn| k& Aol & BolA] egkrt. Futo]2|2A]
wrge] A4 485 gt e o2 X 23t Sl oA 5l LRt (17.9%, p=0.003). A& | d, vl=xn]o] % ey o] X|5E wHdBETY
o F44 o3l 2 Hjgidg RS B3l @lellA APGER Thol Ao f-gt xkelt fSith AFEES AT A B4 AU MELD scorevt
2575 A @A oAME 7] 2o 21& aejsof & Zlo 2 deher).






