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[ Abstract] Objective To investigate the short-term therapeutic effect of tenofovir disoproxil
fumarate (TDF) in treatment of 5 cases with acute on chronic liver failure (ACLF) induced by mutant
Methods Clinical data of 5 cases with ACLF induced by HBV were analyzed,
retrospectively, and they were given TDF 300 mg/d orally. The levels of drug resistance mutation, serum
ALT, serum TBil, serum creatinine, serum INR, HBeAg/HBeAb quantification and HBV DNA of those
Two and four weeks after treatment, the HBV DNA

hepatitis B virus.

patients were analyzed, respectively. Results
replications of 5 cases were suppressed. Eight weeks after the treatment, the HBV DNA replications of 4
cases were undetected. The HBV DNA replication of the rest case was undetected at 12 weeks after the
treatment, and the HBeAg/HBeAb seroconversion appeared in this case at 8 weeks after the treatment.
The liver function and model for end-stage liver disease (MELD) score of 4 cases were improved after TDF
combined with routine treatment. Conclusions TDF in treatment of acute on chronic liver failure induced
by mutant hepatitis B virus could achieve a rapidly response, which might improve the survival rate.
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HBV DNAZ & (8 FH I Tl ~ R, HTDF
YLAMZE Z Fit% 1 () K25t 25 & e
BAMHHBV A EI™,  H AT TDF RN - 2 R 22 36 (1)
09T BN AR WARTE o AW B %E T SBHBYV
fiif 25 4H 5C 1 0 Stk ) D g £ 3% (acute on chronic
liver failure, ACLF) &3 N FHH TDFHUE #9077 fa 1
SR P



F ARSI R S IR 45 il (1150 20154F:2 H 55945 5513 Chin J Exp Clin Infect Dis (Electronic Edition), February 2015, Vol. 9. No. 1 -7

BRI T%

—. B

20114E7 H 2201342 12 HUEARLE Hiz Wil
HBVAH S (A8 0 2t I i 50 vy 2 7 355491, 2
Y754 B [E20104ECHBY; ¥ 45 7 11112 Wik vtk J 3k [
20064 JH- Dh e w1297 46w o FEBR A IF Ho Ao 21k
JHF 98 e N2 G 33 e e s B Sk

S B 35 R 9 BRI 24 BT 5 R F DD e St vy . R
FURHADV 60N H, FEok L #28 fl ol 1 i
HEAATHHETVIRYY, 154 H 5 RIUR A9 BE i 24
KT 2567 AOAL180M + M204V + S202G; Hg2
FAE FHFLIFNTG YT 124 H, HBV DNA{IL T4l
FER, FERAEHBeAgl i F i, HIFEER,
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541 i B TDFHUR #7RI72 48 )i HBV
DNAR 7K HBaT7 i N, 8JE G bR %341,
HAth4%HBV DNASE T HARAI R (< 5004%
D/mD , W2, HBFE37ETDFAYT8)H I HBV DNA
BACKEEH (7.39 x 10°# D1/ml) ,  12J& WAl
HBV DNA< 500%% Il/ml.
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%1 SR TDF §i 5 % ACLF M3 ik vkl

LD | B2 B3 B4 e
RS (3 48 48 29 52 40
531 5 5 5 5 5
HBV DNA (# 1 /ml) 1.289 x 10’ 4.549 x 10° 2.993 x 10 3.943 x 10° 3.180 x 10’
TBil (pmol/L) 258.1 391.2 368.7 378.2 142.5
ALT (U/L) 812 535 119 430 450
PTA (%) 31.6 33.9 28.7 28.5 52.5
INR 1.69 1.75 2.34 2.32 1.33
LR 62 57 80 67 94
HBeAg (COI) 0.518 (—) 550.6 (+) 11.36 (+) 891.5 (+) 1044.5 (+)
HBeAb (COD) 0.689 (+) 431 (—) 121 (=) 12.73 (—) 42.09 (—)
[N ESNOED) ADV (60) IFN (12) -»LAM (12) s ADV (36) LAM (48)
LAM (15
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L180M + M204V +M250L  L180M + M204V  L180M + M204l  A181V/T + N236T
S202G
MELD T4 23 25 28 28 18
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ik milg 25 kA, 2 2R S EUGEIn &
PR D fie 30 ot £ 8 PO B 46897 1R IR I AR B i
() — A K8 . fEHBVI 2540 X [ ACLFIR 7
SRR, ERETCAS i 2P0 B 2R YT A R
i R [ A R 3 e R ) B R T 6, A Rl dE R
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20084F, TERKEE K LT TDFX T #% 4
(R) Z2WHIa MZ 16 CHB & 5 4 U7 3%,
BRI B 0T AT AR 8 2 #2455 2,
o VAR 13 1 10 R R I Bl R A A P 1 s A S
TR R, W B AR H A KIDNAY, A =
IR IR T S 4 P HBV DNAZ %, #1-:DNA
BEMI AR, TDFREGLINHIHBY & LAMIH 24 ) 45 5
PR o AEAWIT ST 54 £ 3 3 A R A 89 4l FH ot At 4t
WEEZY), AR LR T RKINHPUR R,
A1 A FNTE IR 27 DR IT B ITE15 25, A
1M i i 20k, 5 R F D RE s, 7E {8 H TDF
FH BRI B 7 RO g L,  TDFREAT R A%

i 15254577 B MELD b4y

I H el BH2 B3 BH 4 BHS
HIT G 2 8
HBV DNA (% Jl/ml) 2.58 x 10° 6.62 x 10° 1.60 x 10° 4.54 x 10 7.08 x 10*
TBil (pmol/L) 301.1 400.5 335.6 4503 230.5
ALT (U/L) 236 228 145 213 430
PTA (%) 40.3 30.2 56.2 29.2 31.6
INR 1.54 1.97 1.45 1.75 1.69
WLEF (umol/L) 69 41 90 63 90
MELD ¥4 22 26 22 25 22
WY 4
HBV DNA (#£l/ml) 1.58 x 10° 4.46 % 10° 3.35 x 10°* 2.67 x 10° 7.57 x 10
TBil (pmol/L) 210.4 4153 348.7 3122 416.5
ALT (U/L) 115 170 102 154 400
PTA 58.6 27.9 46.8 31.3 45.8
INR 1.15 2.15 1.62 1.75 1.45
JLEF (umol/L) 63 45 65 59 78
HBeAg (COI) 0.547 (—) 4141 (+) 1.40 (+) 858.6 (+) 2416.4 (+)
HBeAb (COD) 0.652 (+) 3.34 (—) 0.177 (+) 2491 (—) 3520 (—)
MELD 4 17 27 23 24 23
I )5 8 JE
HBV DNA (% Jl/ml) < 500 < 500 7.39 x 10° < 500 < 500
TBil (umol/L) 56.5 244.6 3223 63.8 83.2
ALT (U/L) 43 39 70 87 60
PTA (%) 64.8 26.3 63.5 46.4 70.0
INR 1.08 2.65 1.34 1.44 1.16
JLEF (pmol/L) 45 62 54 63 73
HBeAg (COI) 0.788 (—) 171.6 (+) 0.717 (—) 533.8 (+) 21775 (+)
HBeAb (COI) 0.529 (+) 2.05 (—) 0.152 (+) 1629 (—) 4023 (—)
MELD ¥4 12 27 21 15 14
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