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iR EEG T e HBY
HeigAs H B ST IR HBY Bk R A RER A

B W A8 F MR (tenofovir disoproxil fumarate,
TDF) & 4 i 18 ¥ & B i & (chronic hepatitis B,
CHB) EH PR BRI N — 2 2 —. 2008 F 3%
B £ 5 5 25 5 FL s ikl TDF -1 CHB ¥6397 . 2014
4F TDF # b £ b5 2 0 8 B4 3 s ik vt FH T CHB
BAPUREIRIT . AL 54k TDF W AR N,
(R ARSI AN RIS 24 (TR ) Gmfie.
CrE IR 22 & CRTPRO ) ZiEilS (Infection
International (Electronic Edition) » &% 53815 = N AH
KK, hf TDF MHREIRATIC B ihe, B 5k
FEBERIMRN L KR, fEIRIKRE A S5,

W& P kR IE A $S5: @O Pubmed #1E % 2015
2 HOGT TDF (W 3CHRs @ SC8ds e o T % ik
A e SC#k; @) AASLD. EASL Al APASL # 1 %8
2015 4F 2 HMFESSUIHE; OBRHNMALRE X
Do FHIE P 55 25 W3R 1o

—. TDF W22 Rtk e Hpom e /E H

TDF & & SR i 4m 45 kRS, HRJGRIK
fEA AR, LRG0 M N B R IR AL D FLAT T M
WiAET R, 55 - EERBA R TIR E S B N
7 DNA #, dFILE= 3" -OH S5 DNA Bt K
% B A e 5 A Y. 2548 ) ST B, TDF
eI E R PN ST S B R TE 5, N
%) 1 Ik TDF (AR BE A 25%. BEAR m i i &
(FREFE AR 700 ~ 1 000 Keal, H: A fig il & & 40%
~ 50%) FIHE I N TDF AW R B fH— K (light
meal) il TDF [EYFIH &5 282 . TDF A

457

G A Y H L 3N

22 1T 41 R 225 PASO BEAR T, T4 S /N ER HEE T
B /INEHEMA . DR, 18 B I A G i e
WAL+ TDF $uii #9697, SL TDF T4 Cer AN
L. TDF 78 BN 12 M B I 55 38 16 2 ek 8 58
x®2 iR,

HEFFE D 1: TDF Mgy — A2 o MK &g,
1 905 A S 9 I 5 EE 6 20k £ TDF P #5960
J7, NARYE Cer OB TG DL AELS 25 H] kG (C1) .

. TDF {447 CHB &#

1. TDF ¥4 J7 #) 6 CHB £ #: TDF X} 8 ADV i
J7 HBeAg [H % CHB HIBEAL. XWHE 2 0 ITHIG
PRIREG F B AN 1G CHB B3, R REH: BT
48 J& It TDF Al ADV 41 HBV DNA < 400 #£ Il /ml )
ELZ 03500k 74% A1 12% (P < 0.001) , 4Z\%ihE%
(Knodell RAEVFS RF&= 2 43) 43514 74% F1 68% (P
> 0.05) , SEARNZZE (HBV DNA < 400 # U1 /ml Jf
LA M 67% F112% (P << 0.001) , ALT
W HRII R N 69% Fil 54% (P =0.018) , HBeAg IfiLiF
AR Y AN 21% K1 18% (P> 0.05) , HBsAg ¥’k
BAYH 3% F10 (P =0.018) ',

TDFX FADV 47 HBeAgl TECHBIKIBEHL . WUE «
2 HR O TG ARG R = AN AYIIACHB A, 45
R ¥y 248)H I, TDFFIADVZIHBY DNA << 400
P2 DUmIF LR 5192%H159% (P < 0.001) , #HE%%
HEEZ NN T2%M69% (P > 005) , 5E4N2EZ5 )
HT1%H149% (P < 0.001) , ALTE 5 M ATT%H
78% (P>005) 1,

R 1D IR 52

T ]

A WK T2 SRR T U8 A S AT

B % WEARRU T BN, R TCIEBIHLBTSE

C % SERCHE T 5L, A BRSSP SO

HER 57 TR

HAHER (D T BT AR 1% T R WU D KT A T B e A A

B (2) HERMI S AT, AR AR AT RE, S 1037 B L PT R T R RO BA T AL, S T

REE RIS o

F 2 MONNGYER UL 55 TDF 24 ) bR R IR 42 7 %2

Cer (ml/min)

JH 24 10] b )4 4%

Cer = 50 WRFIE, 1IK/24h

30 < Cer < 50 TWHRFIE, 1¥K/48 h

10 < Cer < 30 W, 1IR/72~96 h

BT B oA, ZE T R S 251012 h
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IR PRI 5T AD VIR ST B ARV T 48 5
HTDF, 5JRTDFRIT 4B & — i N KIG 7 A
o HEAIT B7HELERERY . HBeAgPH M5 P4l
FNAT4%E61%EH T EAEKYIEITAG], WA
BHEHBV DNA<< 4004% D1/mlE 3 LAd) 43 1) 499.4%
(159/160) 599.3% (271/273) ; ALTHE % 501N
74.2% (115/155) 1583.5% (213/255) ; HBeAgfH 1k
H R HBeAgH 2% 455%, HBeAgIfLif 5 i
40%. FEHITE IR S AEHBeAgPIEAL B ¥, AT
TAE12% 8 H HBsAgIH &, 10%01) i I HBsAglfiL i
b, KINVRYT IR, ARAS IR TDF AR G 24548
S, Heae A sz ik B,

o [E TDF X AD VG 97 CHB (& 10 TV i I
PRWFSTRIRE N AWIVACHBE 48 E X E W9 5¢
BJE BENTF IO 5T, JeAT 497191 £ 3 3k N K36 97 1
FU, 95.5%MHNG B, H ARSI TDFIGIT I
325245 (TDF-TDF41) ADV#:H TDF4 it # L2454
(ADV-TDF4l) . 37 964, HBeAgkH M 490
F N R (HBV DNA< 400 # Jl/mD) 435
492.2%%592.9% (TDF-TDF4] vs ADV-TDF4, P >
0.05) ; HBeAgB M 885 = N2 700 93.5%
93,59 (TDF-TDF#4 vs ADV-TDF41, P > 0.05) .
TDF-TDF4 & % HBeAgil k¥ T ADV-TDF4]
(35.9% vs 21.1%, P =0.0188) ; HBeAglllLif ¢4
IR T ADV-TDF#H (31.1% vs 18.2%, P =0.0313) .
BT 296 I TDFIN 52 Mk R 4F, AR AW 2| TDFI 25 4%
Fo WIS R R P ECHB B ¥ G L F TDF
ADVH# I TDF a] 3k £3HBV DNAJFHI, H 24} 52
PR,

Sk T HBY DNAR R A 2 I KPR 898 97 X
22—, GordonZEU R E TDF .25 ] T 3L £ 7 4 it
= 104 DU/mlffJHBeAgPHPE S5 I ECHB B &, 45 0%
W) 2k v s 75 2 B AR A FIJHBYV DNA < 4004 Ul /ml
It i TG T 2R T4 < 10°%% Dl/mlikias . (HiG
JT 42404, 98.3%HL4k i i 4 iE A HBV DNAR
B 25 << 400%% Dl/ml, 5320 83 < 10°F Il/mlik
T HET I, AT IR R HBYV DNAZ & B4,
A% EHNA B I TDFIHBVIAYTY . PR FH %, 7k
25 5 M 2 A DL, BITE LRI

HWFEZ D 2: TDF HFHIG I CHB i3, ik
WA b HBV DNA, oG8 B E A2 541408
SefRbR, He A2 Rar, nENZREEN %
BT HEZ— (AD &

X TDF 2597 R = A8 JE ) AR SRAF I 85 27 2
B ST ST A g DU R S I 1
(2% 5, i S R S 25 B Az T 2R, v
e AR 7 =Y L &K % & B TDF 1 sl
905 25 4 F DL R 245 22 4 1 G B #f 5 HB VI 24 (1) 1

B, HWUE M IEK B 2RI RE . TDFAXBRVE MG IR
W5, TDFGIT 2720, LA 1111 HBeAg 1 5538
HIHBeAglH I i #FHBV DNAYYFHYE &, Hod3/11
#iHBeAgl 1 4 1531/38 5 HBe AgFH 1k & % 4 4 TDF
+ Bl Cemtricitabine, FTC) 347, WRIT £ 144
Ji, 3fHBeAgl 1 £ HBV DNAY << 4004% Ul /ml;

306 HBeAghH I i HBV DNA < 10 0004% Ul/ml,

Hr 114 5% HBV DNA< 4003 Jl/ml", %4 54
BRBEN, X TTDFHRZYTRE= 48845 AR 5
A, NVE R KPR L, AR A
BRI S . YRIT WTRHBY DNAZNZA T M i LA
M ALT S G LSS 256 VR, TS 4k 8251 25387 5
IIHETC. LAM. LATE(ETVHHTALIGST .

WFE I 3: X1 TDF #2597 FE = 48 A A3k
PHRTEANEH, NF BRSO, AR
JF IR 15 Bl ¥R 97 1R HBV DNA gh#& RS
LA K ALT SEAE ISR O VP, It gk s 2ihyr
s FTC. LAM. LdT 8¢ ETV #7040 18TT .

2. TDFIAIT WAL AT 4 P AAL B it
A&, TDF 4Bk M I AR B 70 N 4L B A7 5 AR £ 30 B
WA B 12301 (19%) , HrPHBeAghH M #72
). HBeAgRATE# 51191, 81442 TDFRIY, 4204%
ZADVIHIT . fIT48JA4 L /RTDF4IHBV DNA
< 400%% D1 /mlf EL K h85%, TMADV4IHBV DNA <
40045 D1 /mIff EE R AN H48% . b4k, TDFZHZHZ 24N
R N ALTH HE R 5ADVALL & 2 7 otk
WVAIT BS54, QINIHTI96HI ILLL {1k 3% (Ishak
PEAY5/6) TS (74%) FF{L R 7, %R TDF
AE B A7 25 b 0 o AR ) A Ak B S5 I HBY DNA S
W, s REALY, Ham stk Rt ik,
TDFH T T HBeAgBH % 5 M CHB i35 A AR H
AL 2, KA S A HBV DNA, G5
BE Y S AL 2 E R, He 252t RIf.

B 4: TDF H FHIA R Il fk &,
Byl KA 2 HBYV DNA, B g Btk 2
S ebr, Hamset Rir, nENZREH
M—ZIaIT T2 — (AD .

3. TDF¥A7 CHBZA G % . Manns®5 % TDF(KIII
M I RS ZERHIEAT 20 2 0 AT, WTLAMZIRTIT70
| CHB He 3 5 oK % H I LAMII 57146 He HE4T L 3%
FLLR N P4 R HBYV DNAZKF MALT/KEA Y, W6
7485 J5HBV DNA << 40045 UL/mlf1) Lt #8531 2 88% FH
86%, HIZAZAE R 5 80%172%, ALTE H H 5
AT N T4%, WYL A M FH TDF IR 2 A 1 S i 52 2
IRAHY ., BEAh, Lee2S"RIE 170 (FR) Kk
IT7 IS HAFAEL180 M. rtM204 I/V/SLA fKertM 184 L%
fr U e i A TDF 367424 1, P i HBV
DNASC TN FBR; $REEHLAM. LATSETVE:
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TBTT KRB T % &3 HI TDFIRYT .

TDF 1 MG R WF 9T 2 W ), ADV W18 g i 97
1 5540 H TDF n] 3RA3 RE S 8522 N %, ADV 7877 H
25 R I 5 T IS e TDF V497 . Keskin 25 1 4
1 ADV ity (30 ) H5NEAERE (24 41D #H]
TDF HI¥AI7 150, 35 TDF 4134 5 (44 41D 34T HL i,
BIT 2 12> H, TDF ¥J¥6 4. ADV iy 2541 5 ADV
2 AN 2 B 3 15 5 I 26530 A 77.2% 60% FH
75% (P=NS) . {HG 7 H3EW], ADV 87 KIK
B CH A 25 5 N B AT ) HBV DNA K B
JE B AR T TDF #03h  #F. 5&T L LS, LAM,
LdT. ETV &A%l # ] TDF $i #8590 797; ADV
BT HIN 2 R 55 vl 5 # ] TDF #6975 {H ADV
W07 O R B TDF Ja 97 M B, U 2 BEAE
LAM ¥ 97 W4 Hl ADV 5 N & AR, W% 8
TDF + LAM/LAT/ETV HiW V677 o

HWFEENS: LAM. LdT. ETVZ& G H vl #H]
TDFHUETEIAIT (B1) ; ADVIAYY HN A R IF ]
&3 -HTDFIG YT (A2) 5 {HADVIRIT RMUE# 4 H
TDFI&Y7 T 1HE, w[#%ETDF + ETV/LAM/LATHUR 2
BT (B2) .

—. TDF HT4pie M HBV B H PUn s iaTT

1. TDFIRIFHIV/HBV & 3 Y () CHB H % -
Peters 2RI T —TURTHETEZ oty BENL. XUE X
AR (ACTG A5127) , W ADV L TDFXfHIV/
HBVILEQE HTHBV YT 2, 524 55 B AL 73 AADV
BIT4L (2561) KTDFRITA (2761 , P EE
JLLHBV DNAY > 10°4% Jl/ml, HIV-1 RNA< 10*
$ Ul/ml, N41H7E #86% A HBeAghHYE. “FIYJALT
KVoh52 UL 58148 VG IT I35l , ADV
21 X TDFA4IHBV DNA%S 3 F % T 4.03 log, 5 Vl/ml j
5.74 log % W /ml; ALTE % 5051 425%H136%:; 115
B FI64) VAT T IALT A & A B RN 3 4 1
IR #h oD . AR IR AL L T = 0.5 mg/dlE .
PR RFTHBY 25 %) T HIV/HBV LR YL 1 2 44
. P, TDFREAZINHIZLT () KUPVIKES
LB WHIV/HBV AL QL% FJHBY DNAK ], o535 &
TAEYA RS W T R BTHIV S HBVIRTT ,
AIYEHAARTIRYT /7 £ & TDF; 4 F U FHHiHBV
BRI, AR FHIVIN 2y, AEE R TDFREAT L
HBVHiJT

WHFEN6: HIV/HBV & I YL & 3 A N
PLHIVEHBV®YY, W{EHAARTIR YT 4% TDF
(AD) 3 WHEEANTHHHBVIAR)T, A% SHIVIE
2, AT TDEHBVIATT (A1) o

2. TDF H 1> 12 % ¥ /b 4F CHB & B Hi Wi 7
Y7 TDF T )L B B R e 4k, 15 HIV
B OBk FDA #ibifEH 7> 2 % HIV &G LML

HIV 897, /£ CHB &35 4 FDA ILiEH > 12 %
T /D4E CHB B P sinyrs T2~ 12%
CHB LM L RFEA G AR 4E " Murray 55 1
i 7 TDF H > 12 ¥ HDFERFRE . B,
o I IR 9T . WS ILAN 106 B i, b &in ik
T 85%, HBeAg PHE B 1 91%. 52 5] )% H] TDF
BT, 54 BN 2B, 1697 & 72 B, TDF 74
89% BF RIFR RN E, W T B4l o, P
< 0.001) o ALT &5 FH 74%, 85 m T2 /7R
20 (31%, P < 0.001) o KA 2| TDF iy 25, 24
i 52 Pk R 4F. $271% TDF /] | FHIR S 43m 1> 12 %
/D4 CHB i .

WEE 7. MNTHER> 128 HAASFkdEnT
RALIY B, n 2% BN ] TDF $t HBV 697 (A1) .

3. TDF H T4 HBV &4t 4. TDF 4 FDA
WY B W25, HoE HIV &G H O E T KiE
(R)RE B2 AL TR BEWT 2006 . 5 R B S 8 s g v 0T
S 2014 45 7 A 31 H4RE ™, 4@ URARET 3 AN H M
F TDF i 71 & 3 2330 1, tHAEGR [ K 2.3%; U
ORI IS 6 /A~ 1N H TDF il F1E# 1112 4], A5k
FFa2 ok 2.2%. HAEGRFR 2 5 R N H TDF B35 AH 4.
Greenup 5 " 4018 T 1 58 5 TDF HI ¥ s 5 4
ZAA R RE AT AR R BHLIT  RTREE . 2 O g .
L HBV DNA #ie> 107 1U/ml, #4:)5 3 A
TFiE#: %2 TDF 300 mg qd 1697, 5 ARIGIT %S BRALAH
Lt, TDF ¥697 4135 P o 1 %8 )L, 48 J&l HBsAg FHPEZ
SEMT XA (2% vs 20%, P <0.01) . Pl
AR FAE LR G R A% T0 W2 22 o D AT g
EUR R CHB 221, fEa 0 2 R F ol %
JE& RN TDF #EAT BE2E 2 1AL FRBH W DL &% HBV 4L s
HFE PR ERRTT . ARE) I F LKW, TDF &3
AU, 2oL 4 AT TDF %) 13126 J LS mi 1A= B 1
AN U A TDF 7= 10 7. HIV JEGe 54 il
H TDF 10 A4 & OB B KR e A vE 30 BV Har i
JC TDF X1 5Pk CHB &4 A5 D) B Wi A 98 T
2i4 2% 18 3| TDF 1) FDA UWE4R 5 2% UL X B4 TDF H -1
HIV &G # 52, B0k CHB B34 N A TDF #i)a]
TE 785 A0 ST R H B H

HEFZFE D 8: TDF nf 777y Fnfh Ml = aide ~ AT
AT YR ] HBV Jak Gy BRI BLAL FR I (B2) 5 vlfE 7
A3 504 [ RCATHE T T 4R 4R 3 HBV B4 ih 3l s 11
PUREERIRIT (C2) 5 A@BUIRM TDF AR (CD ;
PPk CHB 3% iR A TDF 3 8] ] 6 78 43 %05 [7) 2 i 42
THEEBER (C2) .

4. TDF H T HBV &G AHC R 1 8 4% 77 HBV
T Y: Tanaka % 2 4 38 N F TDF B & % 7 &
HBIG + LAM Tl i Ji 067 #2415 HBV gk 4y, kg
AN 24 BB, SEXRITI O 290 AN H, B 5 AR
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TEIE %N 84.1%, 67 WA K W HBV F & 4L 58 5%,
. TDF ‘% 4= i} 52 1 K 4f . Teperman %5 ** i3 40 {4
Js A7 BT RS R R B N ] TDF/FTC + HBIG VA7 24 5 )5
B AL 15 FH B AN 52 ] HBIG ¥R 97 72 i, 45 SRR H
HIBG 41 &% R4 M JT] TDF/FTC 41 3% Kk W, HBV
BEY G, Hae szt RAF. %485 RALRE AL
W 3% N T TDE/FTC + HBIG 897 24 J4 5 7] % &
{H TDF/FTC Tl HBV PR, (HIX B 5T 0 5 5
KFEAS 1 S R IR 7 I ) dls DAdE— 2P E s . BRIk i
A7 FFR A e 0] SR ) TDF JH T 1B i J5 HBV )%
e,

HEEN 9: HBV XM ES, W%EXRH
TDF B4 HBIG TP A G HBV fHi& % (B1) .

5.TDF ] T A2 0 2 T 28 BT 1 Ak 6 4
Singal 54— T2 R0 M 4, IS TDFZE AN INAs
CIRTE A R AN = AR T el P ok N ot 7/ [ e
FfRYERS, SR TDFIRYY VAF B L5 R AR I A
FHENIS%, M2 RAEFEN0%. Liawss > HIETDF
X TDF/FTCHETV = 413777 HBVAH X JAREE s i
&1 TG PRAFE ST 11 45 SR Wi TDF41. TDF/FTC4L
HETV41I497 14F, HBV DNA<< 4004% l/mlf¢) %t
BARI70.5% 87.8%M72.7% . ALTH #5351l A
57%- 76%H155%. —41H5 Child-Pugh?¥sr 5 MELD
PR IR . X R TDFE{ TDF/FTC A] 503 24 24
WIRF B3 W 55 2% . A2 Rm IR $R br . T
I, TDFa] §ph sl A FTCH T RACEE ] £ BT 46 T
T4k S PR BB YT

WEE 10: FFEPURTETRIEM R 28T
RIFHELL B, 00K TDF /R — 2897 i —(AD.

6. TDF FH-T HBV G Dhie oy H g P Ih e
TR N AL (R AP0 da 7 il &
% HBV DNA # &, 3% EE G *. Garg 5 7 i
18— 10 TDF T8 hn &tk i 2h g 2% 3% Cacute-on-chronic
liver failure, ACLF) [¥JREHLXT FBFST, Hgh A 27 4
ACLF %, L 14 6N TDF #6897, 13 5l %
BT 25 W] TDF JAy7 il B8 e B 3 M H A
1E% (8/14 vs 2/13, P=0.03) , TDF JAJ7 4 /17 i
& M CTP ¥ 4>+ MELD V¥ %> 2 HBV DNA 2 & I} %
. PR S RE s 3 nT N TDF 897, LA
HBV DNA & il JF 503G B Mia . H AT Dh Rk v i
AEAE W B 05 XU 55— M CHB FR 8 B3 T, ek
N TDF R B UhRefyr 5 .

WEE 11 BB RIT I 3 b 3 ] 5 BN,
Ji TDF #EATHU0 #A 7 LA HBV & oot
M5 (B2)

7. TDF HI-T- HBV A 5. HBV AH G
35 B HBV DNA Al Rl 2, S8R PR #9aI7 .
PURTEIRIT AT HBV. o038 B8 AT IhAg, oz ok

WL HCC Mk, FEK EBRF A7) 52, wu 25 B
B T BV KR40 s SR 2 TR D) 5 e
RAG DL A F BE U5 L 25 RAR B, 252 NAs Ui 5
WITEE (51841, 20.5%) 6 M E K EFEEHET
RS2 NAs PUi 551097 1% (4051 4, 43.6%, P <
0.001) o NAs HUEEVRIT A& FFAIK HCC &2 & XU Ak
SVEKIRZE (HR = 0.68; 95%CI: 0.53 ~ 0.87; P <
0.001) . TDF A HAMH HBV 15 FH 5 FLIR 25 & A4 241K
R, AR — PR ERRIT AL .

HBsAg B ) HCC &3, RIfff HBV DNA Bk,
RS2 P EIIKACT T B ZER . 4 B A7 25 S B R A 7
Jo A L HBV FE0W BV i TSR s, R
Bk AL TT ¥ ZEARSE VR YT TN 45 T NA TP HBV F i
i, TDF W{ENEHILAYZ —.

HEFE I 12: X T HBV DNA a] £ 3] () HCC
B, TDF W EA —ZPUnsiinair i — (CD
HBsAg FHPE R HCC &35 71 452 52 1 8 Ik A6 97 A4 2 R B
4 GARIT RN 45 T T HBV JE G TR0 10 0w 2890
¥7, TDF W{E A EEZz— (CD

8. TDF H T2 G & il 71 55 v 97 1) HBV B4t
#1281 HBV 8L 3 78 5252 e A0 7 550 o 5 il v
ST S ECHBYV Z RIS, B sy 5 sk
AT OUIREPT -CD20 H g SRS HT -TNF-0 25)
(1) 5238 I N HE4T HBsAg FIFT -HBe 28484505 2. % T
HBsAg Fll (5{) HBV DNA BHTE S, WA s i)
VAT BRI AT BT NAs BT HUREERIT . bt
HBc PHPEL A, U2 I 5 e Mg 283 I H o 3 41
TR vy 31 TR) H 0 HBY 53 2 42 )t A 95 1 i s
IR N D) W HBsAg. HBV DNA 5 ALT %545
b, N R TDF 5 2947 TR HBV B 1114
WYY B B WESTIRIE TDF Tk e, B
R SR B S e IR A5 VA T 7 W1IE) HBV FR UGS 3 &2
M, 45K TDF nr4ii HBV 13530, o8&
HAF e B, 0TIk TDF NAE N Hik 22
— . TDF % 25 [8] B T Sz f ik v 7 sk s 22 20 2
~ 4 A4 25, TDF 5 25 2254 85 097 1 HBV DNA
154t HBV DNA HHI 50 G838 FERE 1 Ol BA
R o R R R DT e

WFEFE D 13: B2 y7 B 5 I S5 V6 7 1 ) AR
F N AE G IT BT JE 4T HBsAg A3t -HBc §fi #. TDF nf
1f 4 HBsAg/HBV DNA BH: i 35 #5252 A0 y7 sl S e i)
SEVRIT AT AT PUR R IR i 2 — (C1) . TDF
BT T RIEIHEIEIT BALTT R 2 ~ 4 JH5 2, IFLE
SEFIHREREEZ (C1) o %—$i HBc FHTE B
IS Y 92 0 o1 710 B A B 1k 25 W9 T I D) e
HBsAg. HBV DNA Al ALT /K °F-, % Z i L 5 TDF
LT TR HBV B PR VAT (C2)
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V9. TDFHURERVAITFRAE W pE 15 5 i 24 7 3

(—) TDFHUE R IT FR1E

T DF AT CHB & 38 HUIi #5107 10— S NV IE A -
(DHBeAgfH M % HBV DNA# &= 5 log,,#% Ul/ml,
HBeAgl] 7L #HBV DNAZ & = 4 log, 3% M/ml;
@ALT= 2 x [EHME ER (ULN) 3 ®ALT< 2 x
ULN, {HHFZH 2% R Knodell HAI= 4, iR E
Wb = G2, Wer4ith = S2. AN T H48:HBV
DNAPFH, BEAE] LIRGITbadE, HAE LU NEEZ
—#, WNEELS THWEERT: OALT K TFULN
HFW> 402 %, NPUREEHRIT: @XTALTH 4L IE
AR RE (> 40%8) , NEVIBEV, firit
ITHHEH K A W AT 423 2% B 7R Knodell HAT=
4, IRIERW=G2, oReTdit>= S2, MWL T
PURTEIRYY ;s @3NA& W& P MR i uE s Can
PR R , BBUTHF A Sk, DENS T
JREEFVRTT o

XFTRUERE TDF J097 I, 1897 ATBRTE VPN &
B RFEAE AL, SE N TS VAN B AT DI RE .
MM SRhs, LAUEA BT HE TDF () 25451, ik
/b TDF [ FH 25 A

(=) TDF 387 1] i)

1. TDF & 97 W10 (g W il TDF 36 97 2k F2 o 3 %)
AHOFR AR HEAT s I O QAW e br:
5 ALT S8 I DhRedabn, NAEVRIT IT46 5 & H AL 1
W, RT3 Wk, UL B O nT A 3 S B A
1R @52 br ik BIT IR 5 R 3 A H A
1 /X HBV DNA, #%f 3 ~ 64 H Kl 1 ¥k HBsAg.
HBeAg i -HBe. @ HCC Wl: 43 ~ 6 K
W AFP 518 %% CLZERY CT 5k MRD
LR L HCC. @ TDF ¥ 7 J 0] S A H A 1 7k
MUEF 5 LR SR Febr, JESASIN 3 K, LU
Bl 995 1 s mT R 3 S ARSI 1 ks WSS AR R
LA R IR 5 AN IS, o S A 300 3 B 25 A D AR
GV YT I PN IEAFA PRI, KR4 28 20 1 P AH Y.
VAEE, AT R AR TR A4 £ 8 B 3 o BB 3 VAR
95 155 AP R 18 o 1 DA

2. TDF 15 25 J5 I BE V5. TDF FU i & 16 J7 M i
FAF 2, MK TDF J7 Bl pk > 5 K. 15 24 )5 1 4F
W 2 AR~ 24 A 1 7 ALT. HBsAg.
HBeAg. #i -HBe fl HBV DNA, PLE%E3 ~ 64 H
1k, Z=AREY 124N . BEYT TR piE AR,
N 45 B 1) By 57

() TDF {897 it 2
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