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                                                            DAFTAR SINGKATAN 

 

ALT = alanine aminotransferase 

anti HCV = anti hepatitis C virus 

APRI = Aspartate Aminotransferase-Platelet Ratio Index 

ARFI = Acoustic Radiation Force Impulse 

ARV = antiretroviral 

AST = aspartate aminotransferase 

CD = cluster of differentiation 

CP = Child pugh  

DAA = Direct Acting Antiviral 

ECM = extraceluler matrix 

FIB-4 = FIBrosis-4 index 

HBV = virus hepatitis B 

HCV = virus hepatitis C 

HBsAg = Hepatitis B surface Antigen 

HCC = hepatocelular carcinoma 

HCV RNA = hepatitis C virus ribonucleic acid 

HGF = hepatocyte growth factor 

HIV = Human Immunodeficiency Virus 

ICAM = intercellulare adhesion molecule 

IL = interleukin 

IQR = interquartile range 

kPa = kilopascal 

LDL-R = low density lipoprotein receptor 

MCP = monocyte chemoatrractan protein 

MELD = model for end stage liver desease 

MMPs = matrix metalloproteinases 

MRE = magnetic resonance elastography 

PegIFN = pegylated-interferon 

PDGF = platelet-derived growth factor  
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RBV = ribavirin 

RNA = ribonucleic acid 

ROS = reactive oxygen species 

SD = Standar deviasi 

SOCS3 = suppressor of cytokine signaling 3 

SOF/DCV = sofosbuvir + daclatasvir 

SOF/LDV = sofosbuvir ledipasvir 

SR-B1 = scavenger receptor B1 

SVR = sustained virologic response 

TE = transient elastography 

TGF-β1 = transforming growth factors-beta1 

TIMPs = tissue inhibitors of matrix metalloproteinases 

TNF-α = tumor necrosis factor-alpha 

VEGF = vascular endothelial growth factor 

WHO = World Health Organization 
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