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Nl R AT

A, RE (GHEAAFILFZHIZER FFFFO, 63 100015

B (B EUUWTERN O R im iR
JrR KN AV Z B AR AL, A KR
IR L TURF 45585 Chepatitis B virus, HBV) iy
AERRIR, FlRAZCEM B2, W, #
KPS 29 AN B, & fR 1 BR Ctenofovir
disoproxil fumarate, TDF) J&— 5 W %4555 Bg
(adefovir dipivoxil, ADV) HILLIC i B2 M w55
LY, T200149°10 3 455 MEDAHLEM T HIVE YLK
1RY7 . (MITSKTDFEHIV-= A HBV/E G s HBV M s
PR IR 2 B BT 58 2535 e R ST s IO SR WY A
HIHBV/EM,  ASURANCR ARSI RAE—L7iA .
1R B BRI 25 AR S b 22 1 M

T e R Ve R LR T A R T
MR, TR IERR A, R
— RS - MBI MR L, ORI R
2, BRI vem T MR R R R, AR
PR MR W ELRE 1. TDF MORR i 1R B K %
VRIS, A I A A L 2 IR
K= 40 et IR, AR e L5 - TR I A M
W FF S NG EDNAG S, i T MG = 3-0H
5 I DNA § 4F [ 52 BT 0 6o 75 2 . 251880 0
SRS, TDFMR300 me/di)ZE YA 8
25%, i Nw W7 2 39% . TEHIVIEE S
ZWIWE S MR TDF MR ik B8 T 1 4 14,4780,
FELZENHER . BE R IR (MEREBRF
> 50 ml/min) 0L MR ME IR TR R 1 T
B e E~wE R DREA S (WIEFEBRZE < 50
ml/min) 2 KW NER BRE 0T Y, (O R
W] 2 WE AT i R B . HepG2 K R 2B M
WP MIR, TDFKAMNEEN RIS/ . Ik
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AhSEG MR TDE X 5 590 2 % %8 AT DN A 1)
AR T T TR e . TDE®] 1) & A5 Ak e 41
HBV DNAZK wEGH) R, 7E2.2. 150, ik
T B R A A R U R R R, (M4
AL 97 2 0% T 2 TS NS O f K 10k o A7 AE
rtIN236 TR AD VI 25 £  TDFRUSA [ RF (K3 ~4.2
fao K¥IN MTDFEIHIV/HBVIEY L, HBVH
RrtA194TA 5, TDFMHIrtA194T % TR EC,, Y
WEINT1.56%, Pk E (lamivudine, LAM) 4%
SRR EC ot A% T 2.1 f& . $E/STDF X 4= A
HBV. ADVIif 254k, LAMIE 245 ¥k % 18 40 K3
wEM.

2 Bk im BERIR) Y BV LI R AT

2.1 FiREEHSTFHIVHBVE A BEKNEHEZ
BMNRANIRKRAR MAE20014%, TDFH#KEN
FDAfLME M THIVIE G Z W Pom )T, Wi,
TDFiRI7 121 S B R W) RAF R B Wk M T
HIV/HBV M &4 . Stephan’ P57 & TDF Y
PUILHE 95 55 1R 7 I3 THIHIV/HBV R K G4 35 ) 43
Hr B, LM & i (HBV DNA > 6 logy,
P2 U/mD W120%) % £00d48 F V7, HBV DNA
WK 75.37 log, % Ul/ml, M.#HBV DNA < 200
P2 )U/ml Je <4002 DU /mlI& 53 H) Ky 1140 35, 7
(3.36~4.32) log, ¥ I /mlK)m 6%, *THBV DNA
> 400 5 UU/mlKj 40 3% %47 T HBVEE W51
T, KRR 2585, SRRV F R
9, (UNEHEE (HBV DNA < 6 log, 3% Ul/ml) K
114 B & 248 &R YT fm, HBV DNAJEMIA ],
W B HBeAe K | KM 1%, 1HIHBsAgfE |4
R PR XPRRTDF se A I HIV/HB VA & e
EWHBVEH. VanZE e sEI 4 LAM R )T 2~34
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S ST (A L A LS28MARMSS2VA S, 145
MS52I/V/L/MSSIT 5 WHBV/HIVIE &G m
TDF®JT, 424~30RW)7 /m, & BimHBV DNA
R BIC T (45 £09) log b UlU/ml; 7FRELL N
ALTT| 75 K 1) 3B 3 0 0R )7 I B . BN TRTT W W)
JCTDFARC W)™ A M W, $%/ < TDF R HHIILAM
i 25 EHBVRI B 4. Peters™PIHE Tl T — 15 Wi W %
Z O R LA i 6 REARES ——ACTG AS127, i
/0 T ADV S TDF S HIV/HBV 3 & 4 % HTHB VY
M, S2PIEE RN AADVIRITA (2561 K
TDF/RITA (271> , Fr# £ 24HBV DNAYY
> 10°# J1/ml, HIV-1 RNA < 10*% l/ml, AZLW|
FIr a7 38 45 /0 AT T 12 R T B 5
TRIT ALK AR AT, Iom94% (4741
HFIRYMDDA R CIEHZLAMIRIT1554K) |
86% N HBeAgPIYE. ALT V34452 U/L. 7E58/4548
JRRIT 350 F % =, ADVA X TDFAHBV DNA
A0 N T 4.03 log, ¥ Ul/ml £ 5.74 log, ¥ Dl/ml;
ALT B H A3 W 25% )36%; 43 74 St o5 &
ZimIT M HILALT | e AN MY 3 2 A R
Lk, KR FINE LTS = 0.5 me/dl.
TRRPATEHIV/HBV R I L& 1508 20 4 3K e
HBVZy. 55 Tirr g MIAAT W ER LR M7,
36051 K I B S R R Y IHIV/HB VR R
PR Z M IELAM® 2. TDF ¥ 255 LAM/
TDFE: @ KJHAARTRIT, 48/ mHBV DNA M X2k
3 TG 1 4.07 log, % Ul/ml. 4.57 log, ¥ Wl/ml %
4.73 log, 3 l/ml; HBV DNA < 3 log, % Il/mli
FEH WA 46% . 92%1291%; KA MHBeAgM 5k
Je Mg A . HBsAgi KIS TEM M X5 .
LAMYRY7 20 = 241 73 B It 180M. + rtM204V
JertM20414% 5 . B T Quiros 25 ik % 10 LAM
WIT R HIV/HBY K& e 2 MTDF K ¥ iR 7
(1 ~189) W ZRAFFFEL M) vRIT VA, X147
A rtL180M + rtM204V 2% it g R i 2h &
ATDF Ui 75 VR J7 3R A3 ) . $7-7EHIV/HBV X
Y&, TDFReA 0% (D #im B
CL A2V I7 & WHBY DNAS ], = wyi& i #

e R o 57

PHBVIRTT 254
2.2 TDR&IT R & FHIVE LB Z 2K KIE
R#3 2T TDF/EHIV/HBV AR YL o B R i
WFRHCHBY Z AW, K= W MTDFRIT
HBV M — B B AT 4 . BB A R 2
NN M TDFELADV & 7 HBeAg M 7E 4] f& TN HBeAg
FIPE R R TERTE SR R RIBENL . X 2
OO L IR ARG, %A T4 8 8] WA T 45 0
EAE20074 11 15 M P 28 58 fm 55 MM - 2
(AASLD) 2AAli, ZJm XA T 72 AW 056 2 o
TDFLjADVX) B KTHBeAg PN PE 8 2 T B4
KIREHL X+ 2 Lol LD PRGN A b
Jy: 18~69% . ¥ —HBVIKJ I HBeAgM I IKI1C
PRI Z R 3. HBV DNA > 10° Dl/ml,
ALT > 2 x % % (ULN) , Knodell % fEIR
Iy = 305 NAJRHI2661, “Fiya4#b34%,
69% A I, 52% g MR, 36% K MY,
ZEHBV DNAHS.7 log, % Tl/ml, R EEZZ%u
(BR) WiRyr . 1%2  THBIBEHLA w23 AL
/2 B4k FTDF (300 mg/d) (n=176) MADV
(10 mg/d) (1 =90) . JRIT4SFAN i, Im
A% YTDFIRIT B55 . TRl 1eiT48/H
MIRIT ST WA, 3 RATHI N &R . SR PR
COBAS TaqMani: (B ARA I By 16944 I /ml)
FHBYV DNA. & Z7 2R bir A e A%, B
HBV DNA < 400%% Jl/ml. ZHZR2Knodell PR4) P&
K= 23 ML AL AR . 1R)T 485 TDF MADV
AT INEL B N6T%MI2% (P < 0.001) ,
A GE RN N T4%M68% (P > 0.05)
HBV DNA < 400%% Ul/mli¢ EL 73 51 A3 74% M12%
(P < 0.001) , ALTE®EZE5NH69%M54% (P
=0.018) , HBeAgMim 5415 737 J21%F18%
(P > 0.05) , HBsAgi¥ R TA3%M0 (P =
0.018) . yWJT472J&, TDFAHBV DNA < 400
P& D /mlI L 4805 2)79% (ITTPEME) , ALT
HOEFREETT%: 64 KIHBeAg MK ¥ 11 % %
=£26%, HBsAgiM /KR EI5%. MADVEEA
TDFJ&RY724)% K, HBV DNA << 4004% Ul/mlif H 2%
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W 12%3E E #176% (OTTVFME) 5 ALTRF XM
54% 5= #161%.

TDFLiADVX| K HBe A gl {4 & 1 2 7 b
RBEHL. A 20 K LT eG4
brifE: HBV DNA > 10°% l/ml, ALT > ULNKJ
REFARIE RN RADVRE. IRIT &
TS 4R A 03 BT AR AR 1 L GS-174-103 3 48 A0
. 3750 NA, LTS, T1%H 5
PE, 65% N PN, 25%K MW W 8o,
MitLAM, RZHBV DNAK7.8 log, % Il/ml,
64% B EALT > 2 x ULN. JRJ7 T48J& N}, TDF
FMADVA I W) T4 N 200 B R T1%M49% (P
< 0.001) , ARFEEEEDTNT2%M69% (P
> 0.05) , HBV DNA < 4004 Ul/mli EL 35 T 4
92%fM59% (P << 0.001) , ALTE®E3HH77%
M78% (P > 0.05) . Y&J7 &72HN, TDFAHBV
DNA < 40045 IUmILLH 491% ATTIFNL
ALTE W R FH]79%. MADVE JTDF{RIT 24
JANS, HBV DNA < 40042 Ul/mli] EL 2% i 59% 4%
= 2188% (ITTYFINE) + ALTEFHNT7%. 2
AT A% VR KT HBe Ag PP B i 4% w2548
ViR I7 WIHBeAg A PERI IR 1 2 UM 8 %, TDF
PO 7 M mALTADY, BBEE T FEE K
AT T R . IR P IU g e k L B
R MEMLETFE40.5 me/dIE LB %R < 50
ml/minK1EM, ALTH = KRR (TDFA Y
1.2%, ADVAL40.8%) , A ULii 242 55 WK F .
B Z 72 RITDFRTT 75 M AF T 521

FE L3R 2ANGRGG o, N AT A AL AT R
LW A 12351 (19%) , M emHBeAgPN %72
#l. HBeAgPAMEZES1H], 81442 TDFiR)r, 42
1552 ADVIRIT . JRI748)H 55 - W RTDFAAHBV
DNA < 400 #; Dl/mIRJHEE R 85%, MIF N5
H79%, ALT® ¥ 469%, MADVAHBYV DNA
< 400 ¥ D/mINT L2 R 48%, MLV VYE 3 ]
ALTH 5% 5 TDFAM Y, PORTEAVENNT{L S
%, TDFREF A ZUHIHBY DNAKH, HEE X
TDF ¢ ADV Wit 52 1P Mo 22 4Pk S AR AT R AL B3 T

CREATEZE (TR ) 20104F 552 548 1 1

LRt | e

X R IR R R S0 4 R, W2 R
2 K MEDAZ T 200844 M1 5200848 4 it vk
TDF7F 17 & i X P85 2 BUAT R UG 25 40T o
Ub4h, TDF &+ MW ve 2t kv T £ 7Y
M FEMIIRTT
2.3 HiEmEIeT MmRZE (8 ) ROMiesT
KEEZ T ANIREMRE Manns25" XS TDF I
TITX T W I PRt 36 W) 2 kL AT 20 2 A, %) e P
HLAMIRIT KI70601% M 2 RN 4 5 oK o M IS LAM
KIST1 A i, MW A B EHBY DNAK
SERALT/KSEYMY, vIT48) m, HBV DNA
< 40045 D1/mINT Lt 25 73 5l )y 88% FM86 %, ML L
RN H80%INT2%, ALTE W F7) Tk 78% K
74%, TDFTF P W) 2 At St =2 PETR Y . 48
TR 2 I LAMYR YT M TDFY T 20 AN K.
1 558 Van B 702007 56 MR 44 T4l T —
i1 NI CE HEREL FIVS= N URWOISE. 4N -Fis
Mz w (D KRR RN R 2 el
W A5, 121411 2 RN 58 5B S8 W XA HBY
DNA > 1078 Ul/ml, M 1054457 I LAMIR
J7, 7501 M TLAMIR 21 #MADV, 1445 i T
ADV 2 W R 25T 5547 53 8 S 650 4 M 1 ZE K
B, 1014 #E 2 TDF 300 mg/diayy, FH&
JYNSIM) (14.8 £ 12) NP iIr24 A M43 N,
HBV DNAMZEZ K (6.7 % 1.3) log,,#% Vl/mlZ35i
FEAIG 1 3.8 log, ¥ Ul /mIFN4.1 log, 8 W/ml, 43 %)%
72%M91% & KHBV DNA < 400%% Il/ml; &7
ML ALTF R R85 F] B, R IT 48 R I B
HNT8Y% . TRITHLRT WL . PETI . R A A
W1k . HBeAgIR A MLAMI 2514 K W TDF K is
JT N . BRI ISR K LHBV DNA > 1 log,,
5 UL/ m I 55 % R MO TDF IR 25 Hi 8. 762008
DR AT A= 2 b S — Tl 15> 0 2 ) 22
O BERE ST, 127011 1 RN K B & kRG
191 43 4] v 76 A 4 By 52 o AN ) R A ] 2K
Rz () KObom simir LNE A,
Mo wm MLAMECADV KIS B 4 1641, 9fl; M
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LAM/m {5t MADVELLAM + ADV I ) A 7261 K
211, MLAM/m#MA% -+ (entecavir, ETV)
B METV I 43 21 4 145] o241 . 7R %2 TDF 300
me/dimy7 124w, Fl4R 1034 £ 55 =HBV DNA
PR T 4.1 log, o5 Ul /ml. 85%Z 4 HBV DNA
KA R, 16%3KMHBeAgi#:. T0%ALTEH .
H R I TR I 8 T 2525 57 . Leemans5:!'Y
STLAMIG 25 M TDF 300 mg/d®] {£f% 54 =
¥ (6.8~2.3) log, % Dl/ml, w1041 53w ff
MMADV jm # 617 8% HBV DNA LTI (2.8~4.5)
log,o#% U/ml, 31{4) & & w4 M TDF Jm Jy5 73 11
T, oo MLAMIRIT K % —HBVIE& LY
PEZRINT 4 83, TDFIRYT W 4 b3 ihi i 75
Hil, s AN SORE WTEI 2R TR
(B KW B LMY ELTLAMIRIT KA
I TDF4LADV R 5 A 8 40 5o 7 22 76
mTTDFS5ADVEE K AL, TDFX & it
ADV AR LA Wi 24 2% 5 1S O 0 T A
M. Ratziu®F!PHfw & MLAM (HILrL180M/
rtM204VA 5 Jm 1 FEADV W 2 ANFE W) FF R 4L 7
&I WE S0 AL K M- U Re AR, HBV DNA
> 7 logo#8 U/ml, A ErtA181T/riN236 T
5. :MTDF 300 mg/d (SADVEZINA) B
F )= HBV DNAfK | K02k, MFNESAEW B,
%KM K. Schildgen5! i 361 %] AD Vifit 25 i)
EEZHIF WKXEAL T (t1233V) , #MTDF
Jm A AN S T . TanF" % ADVIRYT
R HATRRGY, 0 6151 W2 7 w5 e 0 AT
WIEAErtA181V. rtA181T. rtI233VERrtN236T2
5t 1042 TDFVRYT B & mm, 8WISRAS T i3y
W& I RELR 77 AE AD VT 25 145 v 7 i A 111
MADVIF 253, ™A M= (emtricitabine,
FTC) &JT3~12/ A JmHBV DNAMME TRy i .
Van5xt 104 M B2 LAM R, H LN 25 Jm 40 8
ADVA X — S RAEADVERTHZ) (tAI8IT/V&E A
rtIN236 T A 2% 5) KJHBV M — LK) & &
TINT 4 B, JHTDF 300 mg/d ¥ 245987724 J& )48 )4
K, HBV DNAZM TR (3.6 + 1.0) log, ¥ M/ml

o mE oA G

ezRi o 59

M (43 £ 1.2) log, ¥ D/ml, J)5i4 841 %ok & &
IRER T EIHBY DNA, SHIALT & - I 1.

BAWIT M RERM BIAD VIR 257 5, 24 &
EAE124 A Jm INALAMIRIT 24 A, HBV DNAAK
TR T LALTS % . FL, Choe %6
LAM/YR 7 kAo 75 5 X {5 PMAD ViR 7 LN &
FJHBVACH 1L F & FITDF + LAMIAA 1 7R77,

Wom SRS rt 181 Frt236 2 5, VRIT 6 T = M4
#IHBV DNA{K T2l & (4005 Jl/mD , 124
FINS TR L HBY DNAKE-H 4 F [ ABIALT
=, 2fIChild-PughiP A 3 20 ek 3, VeIT i FE
BENUEF KT M M2 . PR TDFXTADV). &
AN U 3w FF 2 SERE AL U A v v,
YEMWI IR ADV., FUETDEX ADVIE M 24 &
EAWI RPN ES, (MERAHBY DNATEA
], B MTDFEADVE & LAMEETV* T4
JHFFIRIT s RLPETDF 8= w7 2 et fh 26 55wk
ADVI 24 32 Wi W R0 T 77 %

2.4 INFIETDFIRIT 2B MR MIGRMI R (R4
¥ W "TDF 5 ADVHUR & EM Y, T TDFiR
Dol e B, BT BATE iR P ] LEILADV
KI306%, Xt R TDFTE e R 1A 06 w4 225 410
ADVIH 5 BRI N2 - U, B I A 28 & /N Al
= TDF KB 7 ik AT AR A 1) E 2
LAMPUR FFiRIT (44~ 188/8) WHBVHIKIBIE
M B (Mo ofsi) g AFAEAL, SBIHELYMDD
5, 4f/HBV DNAZE1000~2000F% Ul/ml, 14/HBV
DNA > 10°# Jl/ml, 6f/HBV DNA < 104 Il/ml) .

#MTDF 75 mg/d P IJIRI7 80/ (24~144])

A MR W {EFYMDD & 5 3 KJHBV DNA (%
TR T (< 1078 D/ml) 5 64 XKL HBV
DNA < 10°# J1/ml%& HBV DNAT) {5 KF £ W] A1
BT, (IR0 % i ADV 10 mg/dimI7
Jm s 7150 3 I T EEE A (HBY DNATE
2700~130 0004% Dl/ml) , M )mMLAM jm HBV
DNARHIH . £ /Nl R TDFAT & K7 7 P
BEVR T, RE R ORI B SRS, EM
LT ADV . XTE 45 KR A X wf BEAR VR 97 1L
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A, MR EAT KA KRR o

TDF Rz & KA S A FT 2T HBV K % W
RISV, FEHIVm K HBVIE YL [ M —HBV &
YA DGR PR T = 7S AR TR U H BV 250 K 5 /b
KNy, MR A o (B RAUiedT
TR UL 2 R R R AR F R,
TDF AW ] b, AT 2 g dhad o (M MW
[ 3K % W) TDFHTHBV K RS 7T 78 BHX A 724,
FAREE WA RT3 B3 W P Bl D, A A
(B KPR Z MR B K (clevudine) Bta
U B O 7T 200857 A RIRI R 5. L WAl
Zw (R KHmtE2y MLl TDFEK NI ™=
JER AN DM W T 244 5 7 I i) A P e 2
T W] H N R AR A T R I A —
SDIRAEST
S 3k
1 MR, RESE, ERUR. PR R R RS R
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