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[ Abstract] Objective To study the clinical and virological characteristics of adefovir dipivoxil
(ADV) de novo resistance and ADV rescue therapy lamivudine (LAM) resistance. Methods Patients treated
with ADV were detected drug resistance when occurring viral breakthrough. There were 37 ADV-naive
patients and 40 ADV rescue LAM resistant patients enrolled in this study. Their conventional biochemical tests
results and clinical data were collected. Results The average age, sex distribution, HBsAg quantification,
HBV DNA load, genotypes, liver function (TBil, ALT and AST levels) between the two groups showed no
significant difference (P all > 0.05). The proportion of HBeAg-positive was significantly different in the two
groups (57.5% vs 83.8%; ° = 6.339, P = 0.012). In virological characteristics, N236T mutation and A181T
+ N236T mutation were more often seen in ADVr group, LAMr/ADVr group had more complex resistance
patterns. Conclusions Switching to ADV therapy after LAM resistance could also cause the occurrence of
viral resistance, the clinical characteristics were similar to ADV de novo resistance, but the HBV mutation
patterns were more complex.

[Key words] Hepatitis B virus; Nucleos(t)ide analogues; Resistance; Mutation; Clinical

characteristics

DOI: 10.3877/cma.j.issn.1674-1358. 2014. 02. 007

FEaIH . EZREHE E KL (No. 20082X10002004-001-024)

PERFFAL: 210002 FIRTTT, MRCA SR\ BB A b0 R sk B @ RS s MAati A Mmoo RecR
B GREELD

WilfEE: 257, Email: leep2002@163.com



- 184 - Fp A S BN AR Y5 A4 R (L AR 20144E4 H #5845 %5214] Chin J Exp Clin Infect Dis (Electronic Edition), April 2014, Vol. 8, No. 2

¥ o C D) 2 L 4 [Nucleos (t) ide
analogues, NAs] /& H JVRIT 121k L BUHF % (chronic
hepatitis B, CHB) [ HE 2254, 4R A ok
JsE (lamivudine, LAM) . [ifffi4E 518 (adefovir
dipivoxil, ADV) . B#-K45 (entecavir, ETV) .
B LI (telbivudine, LAT) F13 17545 15 lig (tenofovir
disoproxil, TDF) [ifi 44 FDA fitvfE i e i T
ADV X} ZBUATF 99575 (hepatitis B virus, HBV) [f]
HYAEBRFD LAM Tif 9 RE A HHIER, Bk, B
Z T CHB 35 Y4816 T7 Al LAM fiif 24 i 4 11 46
Ry . (HEEE R I LK, Joig ADV Y]
HEUH T LAM i 25 % (4 R0a sy, ¥l 5] HBV
(RITN 24 7 5, I FTLoE B VAT R MG, e 15 Ak
. Hurmik, X T LAM i 24 J5 ADV % 5187
PRI 25 B IO I RFF IR S AN 2, i B8R
X 24 5 TR PR A DG HR BRI 245 58 ARG i, A
WFFUR 37 #il ADV WIURTRTT N 245 8% 5 40 6] LAM
i 24 J5 ADV i R0IA 7 F 1 24 5838 R 1 R RS 2 2%
FRIEHEAT T H i, BlRE W .

BRERE

—. WIS

a5 A T RN R A I8 A 2 )\ —B= Bt 2010
1R 2012 4E 5 A m 77 Bl e, B
ADV 3897 HR ATt 25, A M8 #%2 NAs HUii
BRIT 6 MHLU L, WS (18t OB & B
HBieH (2010 4ERRD) ) P, ADV ¥R 25 2 &
3740, HHE31H, Ltk e, FIER (432 +
10.6) %; LAM i 2§ ADV #8497 Fi i) 25 i
40 5, S350, Lotk s B, PR (42,7 £
10.1) %o FEi6 7 b B b i e A 0 1 2% S A I
B ALY AR AR, A7 I 24 AH DA I B 1t AF Ak A )
A G N [ A T S 5, A BE A B 2
FHREEK

. WU

Lo AT . R A AR 2 B AUS400 A=
A T A B AR O K RS I ot o A Ak $8 b SR
Roche /A 7 [1f] Elecsys 2010 4 2% A1 At 22 32, 71 46 Il
HBV-M; X ABI 7300 %5 2 PCR {% (Roche
AH)D) #ill HBV DNA (_EigRHMEAY) TR R
BRAFD .

2. M 2547 s A SR PCR P~ 4 b AT H £z

Jy ke FaR ) & 0 W S E L 95 7 DNA, SR 3
L PCR #1% RT X ALK, #3651 4 W.A4& 1. P1,

P2 Y IS5 156, P3. PAYIEEE 2 5. AT N

95 °C. 2 min J5, 95 °CAE30s, 55 CiEk 30s,

72 ‘CHEAH 1 min, 30 MEH G 72 CLEH 5 min, 7~
W2 LUK %58 5 1 ABI 3730XL HEATM . 45 R4
MEGA4 LEX} 5, 23k B ot 2 A DG 2547 5
HEAT 53 #7 o

Fz1 HPCR 514

SARE SIS (53D (A

P1 AAGCTCTGCTAGATCCCAGAGT nt18 ~ 40
P2 TTTCGCTCCAGACCGGCTGC nt1320 ~ 1301
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AST (U/L, X +5) 79.7+40.3 101.0 + 58.7 t=1.848 0.069
HBVDNA (log,, # Ul /ml, x *s) 419+ 1.17 391+1.22 t=1.032 0.306
HBsAg (log,COI, x *s) 3.54+0.52 3.61+0.61 t=0.573 0.568
HBeAg (FAVE/ BATE, D 23/17 31/6 7 =6.339 0.012
Genotype (B/C, i) 34/6 30/7 x=0210 0.646
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A181V + L180M 1 0 0.937 0.333
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