2.k

A 2 2R S 2

HIGH N AT SE 15T O £

R HEAR AR, 2%, Fal Jm, S, Fk, R4 (1 WHEEE 2 e bR N IR EE B R
QEPEBARL, WAL T 4420005 2. ps B NREREE A 5RL, 1L T3 4421005 3. 9T AN REEBE O L

AL 2R TR 517001 4. LR 2525 g s IR B A s &, Wik HHE 4420005 5. B RHER
AT A e MY R s e AR R B Al R, R B 430048)

WE: LA RIREEGA IS I 2V T30 (hepatitis B virus infection-related acute liver
failure, HBV-ACLF) @1t LB i#F (hepatitis B virus, HBV) G FEHIENE &
FRL AR F Al 0 2B 1 CARE I T B8 S S b MR E IR PR 25 A, 2 v B e 2 B 1
iR, RIAAE T M. BRI TR I IR EE ) (alpha fetoprotein, AFP) /K15
HBV-ACLFAATIEAH IS, W T PN vy S WA TS o I AT 98 % L el Pk
Y. BB RIEEER YU FIAFPA R NHA-ACLFEBLR!, @ HAT R, Fig . Al
B [ B AL LU A AIAFPAL I TACIATE 20 R, & AFPI N LI SCRE F G0 A A
(APMD LA S AFPIIIY 735 25 53 |2 55 R HBV-A CLF £ JA 5 U A {08 T F FHAFP .
KR WHRED; HRpE, o8 M=, Bmatt; 7 fis

Value of alpha-fetoprotein on the diagnosis and treatment of hepatitis B virus infection-
related acute-on-chronic liver failure
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Abstract: Hepatitis B virus infection-related acute liver failure (HBV-ACLF) was a clinical syndrome
characterized by acute liver failure on the basis of chronic hepatitis and end-stage liver disease caused by
hepatitis B virus (HBV) infection, which was the main type of liver failure in China and with extremely
high short-term mortality. Basic research had found that the level of AFP was related to the short-term
prognosis of HBV-ACLF, which could be used to predict the short-term prognosis of patients with
liver failure. Clinical studies had found that the NHA-ACLF model (comprising neutrophils, hepatitis

B virus surface antigen and AFP), the TACIA scoring model (including total bilirubin, age, serum
creatinine, international normalized ratio and AFP), the artificial liver support system prognosis model
incorporating AFP (APM), and AFP quartile stratification all provided superior predictive value for
short-term prognosis in patients with HBV-ACLF compared to AFP alone.
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