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[#E] BH HiTHokJE (lamivudine, LAM) K947 HBeAg FH 1
HBeAg BRI PILLIE M Z RUAT 46 (CHB) F M KIERZ A R . FHik  # 63
BIABEZWr Rl CHB 1) 135 43> HBeAg [HE CHB 3% 4H (30 f41]) A& HBeAg BH4:
CHB 41 (33 f4]) , hr K R g 100 mg/d i@97, #E47T 3 4F 1 Bt v &L, [A] A Az il
HBV If i b4 . HBV DNA (ALT  AFP 25/ AL 55k, FE0EAT x° Mol 2 #r mi 4
ZHIBER, &R 63 ] CHB i HBeAg P 30 £1(47.6% ) ,HBeAg
B 33 1(52.4% ) , ok FEIRTT 4L H] ALT &% 2% HBV DNA B4R
JFF 2 95 &k AE 28 T2 HBsAg [HE R B4 L4k 25 S G124 8 X ; 3L YMDD 75 57
R K R W 2H L 2% S YA i 2 5 L (P <0.05) , HBeAg [H 4
YMDD 75 3% %y 43. 3% |, 3 2% 55 F HBeAg FAPEZL1Y 18.2% (y* = 4.720,P <
0.05) ; HBeAg BA 20 T fk 18 % 4 37. 0% , 3. 2% & T HBeAg FHIE4L4 5. 9%
(x’ =3.866,P <0.05), &t i KIFKEIRIT HBeAg B CHB %% HBeAg [f]
BT 5 % 4 YMDD 2% % HBeAg [H4: CHB 3545 HBeAg (1B EH T 5 kA
IR AL,
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Clinical observation of chronic hepatitis B patients in the treatment of lamivudi-
ne for three years LI Jian guo, CHAI Yan-yun, LIU Mi-xia, QIN Hui-qing, WANG
Xian-ying. Hospital of Jincheng Coal Group, Teaching Hospital of Shanxi Medical Uni-
versity , Jincheng 048006, China

[ Abstract] Objective To evaluate the relationships of indicators between
HBeAg-positive and HBeAg-negative chronic hepatitis B (CHB) patients in the treat-
ment of lamivudine for the long-term. Methods Sixty-three patients with chronic
hepatitis B from January 2006 to January 2009 were studied. The patients were divided
into two groups, one with HBeAg-positive (30 cases) and the other with HBeAg-nega-
tive (33 cases). All patients were treated with lamivudine (100 mg/d) then were ob-
served for three years. The serum HBV markers, HBV DNA | ALT, AFP and other bi-
ochemical indicators were detected and the measurement data were compared between

the two groups by chi square test. Results All the 63 patients with chronic hepatitis
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B, 30 (47.6% ) patients were HBeAg-positive and the remaining 33 (52.4% ) were
HBeAg-negative. There were no significant difference of the ALT, HBV DNA, the in-
cidence of hepatocellular carcinoma and the ratio of HBsAg-negative conversion be-
tween HBeAg-positive and HBeAg-negative groups in the treatment of lamivudine,
However, between the two groups the ratio of YMDD mutation and the incidence of liv-
er cirrhosis showed statistical significance (P <0.05). The ratio of YMDD mutation of
HBeAg-positive patients was 43. 3% , which was significantly higher than that in
HBeAg-negative (18.2% ) (x> =4.720,P <0.05) ; the proportion of patients with
liver cirrhosis in HBeAg-negative group (37.0% ) was higher than that in HBeAg-pos-
itive group (5.9% ) (x° =3.866,P <0.05). Conclusions CHB patients with
HBeAg-positive is more susceptible to YMDD mutation than HBeAg-negative patients
but less susceptible to liver cirrhosis.
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2006 47 1 H 2 2009 4F 1 H AR5 Lok g ii97 63 il HBV DNA FHMA: 1
WPk ORI R B, Hirh HBeAg PHA: 2 4 O R JH- 4% £ 30 4], HBeAg B4 12 4
SR B3 33 4], 47 3 AF R R DTS B an T o
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2006 4 1 H 2 2009 4F 1 H7EARBE 112 M s 252 LAM 3597 270 3 41
HBV DNA [HERY g M SR % B3 63 4, Hiv 55 50 #il, 2 13 fi], A% 35 ~ 50
2 CPEFEIS(38.8 £10.2) %, A W02 B 455 (18 1 O B R BT i6 45
R ) IZWr bR e, HBsAg FHE 52 =6 4~ F] , HBsAg B \$t-HBs [ 4% . HBeAg FH4: 5%
Pi-HBe PHTE Pi-HBe FHIE, M HBV DNA SE &= 1 x 10°#5 D1/ml , §ifi 5 7 45 F r
HIEMZ5 2/ 4 A, B AR GG ALT=2 x [E##_ER (ULN) , TBil <3 x 1E
HAE_ MR (ULN) | JoF o ae R Az, R G JF 4 A A1 HOIR BR DD RE IE W o HEBRFR
#E T EFT 6 > H N2 i BUW BRI MR a7 Lo A% (1R ) Uit
s, 5 1A HIV HCV 5 HDV &Y 8 & R RS PE B B fese v
A KA R RO il B A5 R A 4 A R e BB R R R
HBsAg #1$0-HBs [A]6f fH{E \HBeAg 54ii-HBe [R]H FHE

TV T R7S

B H IR LAM 100 mg/d, 5 19 {55 55 22 S5 i 245 2 10 FH % e Pl 4 4 =5 i
10 mg/d Mk,

= 2RI

LAM Jhy 95 55 2= R 8 v il 245 A PR w1 A2 7, BiA% S 100 mg/ J
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MEARAIT A B O 3R = 50— Kl o 16 T B E W S A HBV I {FHr &
¥y HBV DNA ALT S48 45, B4F 2/ 4 1 Ik B BUE S FIH iad H (AFP) . HB-
sAg . 1-HBs HBeAg Jii-HBe . $1-HBc \AFP SR I HL AL 22 A JE A6 I , 1555 B Roche
2wl §RA HBY DNA S8R 128385 M) 2wl $2 41 iy PCR-GLIB00 {4k , 47 52 i
9SG EAEIN ; ALT TBil SR 42 A sh A AL e i G AR LA I , 445 2 2 [k MODU-
LAR-PPE, ALT 1E ¥ {HEF 0 ~40 U/L,

T IR E

VI « L5 HBV DNA BREE A fb~7 % ALT IE% o R aEv R ik ]
IR NS e, ML7E HBV DNA FIRS Y e fIRME LT > 1 log,o#5 D1/ml, AL =2 5
RENWIER NG G, ALT S = 1.5 ULN . ASWF TS0 B 72 5t i 25 46 3 7 o S P
YMDD 7557

ALT 2872 SO ALT FREZRIEHR EIRULT , HBsAg 1L i 7 5 i € X HB-
sAg i1 FHVERE 9 BATE , [R]INE-HBs iy FAYER: y BHE:, HBYV DNA 584 h 2% 4% HBV
DNA <3 log,, % D1 /ml, HBeAg Ifil i =2 e 4 € X4 HBeAg i BH LR S B, [R] it
Pi-HBe Hy B N FHE

NGk

R H] SPSS 13. 0 Geit iR fb4i#T. THHEBORHLBCR A} K. LI P <0.05 4
G EE

% R

— B ]

63 i i R I HE ARSI S, R IS . BEDTI A3 =3 4

— . YMDD 75 3%

1£ 63 il 5 v, HBeAg FHYEZ (30 ) 723697 1 4F .2 4 3 4R 0 il RAH
B2 5.6 1] 13 5] YMDD 78 5 Fik Je i B YMDD 748 S 25855 1,23 4E4)
A 6.7% (2/30) .20.0% (6/30) 43.3% (13/30) ; HBeAg FHHEZH (33 #]) 1EiR
7 1 4R 2 4E 3 4RI A3 AR B 1 4.3 4.6 1] YMDD 725 5 i K e i BAH YM-
DD 7R R 255 1.2 3 A4 5°43.0% (1/33) 9.1% (3/33) 18.2% (6/33) ,H]
ULBE G AT I ] B SE K, YMDD 75 55 2 328 W 434, LS S5 i 24 08 8 v e A 7
5534, YL E YMDD ZE SRRV AE S FE L (X =4.72,P< 0.03), 19
151 6 3 Y IR 2 Ji i ) e ) o ks =5 TR AT o DRLTRF 24 o P s ke D ) 72 = i
AR5 T R TEO 191 . 1 HBeAg PHAE B8 PE 2 RUITF 98 A 500 B 17 1], HBeAg
AP 48 2 R R A R0 R 27 1) o

— HBeAg [l iE #5543 . HBsAg [HHE %

17 5] HBeAg [H4:1*) CHB 35, i FH LAM 3697 3 4F 3G 9T7 B A 2 )k
4= 7 HBeAg I 2F 5 40 , HBeAg B INLIE #7540 N 11.8% (2/17) . HBeAg
K HBeAg B 1 i 4 505 196 97 1 A8 v 2 2K HH B0 HBsAg B 5 5 I 15 27 5 4 2
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HBsAg W) BHFE 358 0, 4] HBsAg [ R L oG 12715 X .

/U ALT & 7 % & HBV DNA [f#%3

LAM 577 3 4,17 f HBeAg FH1ER CHB £ /v, ALT & % 3% . HBV DNA [}
B h 64.T% (11/17) 64.7% (11/17) , £ 27 5] HBeAg [J114: %) CHB %
b ALT & % 2% HBV DNA [HEE 2R 43514 70.4% (19/27) 77.8% (21/27) , W4l
ALT &% % HBV DNA [ R LI Io g it 58 3,

T JHRE Ak & A 5 R A RS K 3R

Fir A9 N FH LAM 3897 3 AF 3R UL -4 i g 19 & A8, T4 i g 1 AR 2
0., LAM J&¥7 3 4£,30 i) HBeAg [HY: CHB 317 A8 F s 3 vh | iR AL & 2
6 5.9% (1/17) ,33 §i] HBeAg [A1E CHB 3,27 il A S v Hodh g 10
32 e Ay R AL, A2 385 37.0% (1027 ) 5 L R AL 1) & A2 R LU AR i1t
225 Y (P < 0.05),

30 {5l HBeAg fHYE CHB g5, 13 {5l YMDD A% 53 i fb &k A= %k 23. 1%
(3/13) ;33 fjil HBeAg 14 CHB 35,6 5] YMDD A8 5335, JFififk & A= % 450. 0%
(3/6)

i

LA R E (LAM) J&—Fp s e 22 1 2590, 0 2,3 BB E TR, B 1998
AR 12 B LAM B A RGEY7 CHB BT 259 B e 2 )12 W, il HBV
B R TS R GE A R ) HBY DNA 1% & H), MU %E 22 95 95 14 o 8, %) CHB
[RGB B IR BRI R, B RTE BUONIARYY CHB [ —Z FH 25, (R4 At )
M LAM 1] 5] HBV JER B & BHE X A2 7 BI“YMDD” 28 5% . AR5 DA
HBeAg FH:#1 HBeAg [H4: 1) CHB 25 A I 52, it — 20 8 LAM X H o7
KI5 SO B S 25 5 A DM — 25 3R T

ARWFFEFEH] . LAM J497 HBeAg BHMEFIFH A9 CHB 2%, H YMDD 758 5% |
JEEA ) A SR A L BB it L (P < 0.05) ,HBeAg FH4: 1% CHB (34
. YMDD 77 5 %5 F HBeAg [ %, HBeAg [P CHB 35 A1 LAM /)T 3 4F
HAHEAL RS &4 %5 F HBeAg FHIERE . T ALT &% % HBV DNA [HE:K 41
Fuges % A % I HBsAg [%E AL LI TR Ge 227 X o

HHE  LAM 3877 1.2 3 4EJ5 YMDD 728 8343 3110 16% ~32% 47% ~56%
F169% ~75% . & HMAIBFFE I, YMDD 78 53R 7E LAM 3877 1.2 3 4E )5
ORPIE 15% 38% F1 53% 2, AWFR 45 B F W, B VAT Al A9 FE K, YMDD 75
S BRUR AR B W T E . AS2H CHB 3% YMDD 728 531 & 2k R Ho e i ot 45
A, HIE R AT RE EACY] BB ALT K5 m . A5 & BLIA YT T HBeAg
FHM: B A FEIRYT G & YMDD A8 S He 451 BH 8 TR Y7 B HBeAg BHPE LA, X
FEIE Ny HBeAg FH P Ao H 30 7 il K55 5, o 7 7 42 e R v 7 A G
FEAET gt £, B YMDD A5 S fg nT RE PR stk & . 7F LAM B E T,
YMDD 75 54k B 245 5 Bl gk 5 i o . T 2280 HBeAg BF P 5 200 75 42 R K P85
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%, 42 3 A Hp ) PR A C 1Y LR ARG, 7242 YMDD A8 S al ekl . A B
LR HBeAg BAYE 0 ] LAM 3697 3 48, H YMDD iy kAR HA
HBeAg BHYERB Z —F e A7 . AR LAM iG)7 18 2RI R B, RERA
TR FELR ALT /K PHAR HBV DNA 7K P45 5 A 23R T 4 T4k °T 4 5 YMDD
AR S R A BT P

ITAFR %) HBeAg [HMA4: A9 CHB B FH BRUL L HLHIA TR AR . —MIA
N IX TSI R, R AR IR A A AL HBeAg BHME 2 BT R S K, P4 4L 748
AL A2 ER MR & 152 5 B R B Z . 2008 A7 5 FF ik i b 5%
H L1197 B 2T IF 495 55 e PR (HBeAg) B4 CHB H& AT % 42, 45 &
B, 76 HBeAg FATE CHB H p AR AL TE 5 UL, ASBTF5T s . RS HBeAg FATERY
CHB % H YMDD 28 53R B B {IK T HBeAg BHM: & (HAFREILAY & A R B & T
HBeAg FHIEE . B, B0 HBeAg BYE R # FHZG I ] Al 45 HBeAg FH: M348
MFEK, RE AT LURAT B 30 5 1 2 1, TR SO 25 B @ 48 i YMDD 7% 53 1 &
AR 3R LAM G 2 TR IF R B iy

2 % X #
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