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'MORBRRCEERPED B - 28
'REASDESR KB =E
P KEREZEPL » FBAREBTE

BEBAFLR 42,2 m A B4 HBV FenZE 212 1% 7 4p B o 37 5
Fray B 2aix AR CAHHBVE L F o A BEBLR LR §a
HBV 4] » B1& 23 it g % > 22 RE2R5F THH A > 15%4 i ef
Hoo mEL A S #Kke

B AW w4 ok HBV childg » @ 3 F 2Py (f) st 2g o
“?ffr%‘ MBAPFL B ERE o 2§ > v = B3Rl L 5R M B ADF
WA Reing ocE i 2 HBsAg #1s > 22 Anti-HBs 0¥ fgis B i3 7 %
ABAFEA I RFFE o

4300 F R B IS ROTEA R B E S g R

FRALIFEE D GAREDNRL G F A Si- R AP
FroiEd 14 £ (200111 I 2014.12.31) 55 B B A8 2 R bl (£ w
TEERSER

Hadr > S AH L REBAFLA R 2w Y FEILE
il B AR 1 16.5% (21/127) HBsAg = i 14 » & #1535 (& 100 ~ &) 5269 ;
BA 4 Anti-HBs dhs F#4 2 & 0 0t 5 5 11.819% (15/127) > # #3# 5 3.76%
ISR & -3

¥k tt'&'erB*"Jﬂ*iffv’ﬂ‘ FEIR G ’HBsAgﬁcip ® IS5 590%

(6/102) » &£ % 1.97% : A 4 Anti-HBs e i3 5 5 2.949 (3/102) >
= E ,t*J-gi;& P BB REIEK
FEoLR R BAFLAF RE R BAPFL G i E T L A0S 1

HBV;fB‘r.ﬂxé’b Y AN IR E o A R fE HBV H 3 # 45 cccDNA e p -
RigDt g MFERE - KA DRE R &R UET o

RIS D LB AT ¢ R E
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HY 5

HCHE 2012 FE 1A BT L AR A (World
Health Organization, WHO ) {551 » 2 IkH 20
(N B H# B U295 % (Hepatitis B Virus,
HBV) - Ho - PEMEREEEZ2ES T
TEEN  RHFEE 1 RELE 1] - 58
S8 % B AU RGBT » 75% - fERE i
HA S DI N R 28 -

HBV 72 7& g i 1 i 3 (hepatotropic
virus) PR E EEBEEGHME - H2E
HBV £ HA7E A P9 5 ST & B8 1 R e
i BN [FIAR P e s - iR e £
HBV 1 %70 % [Z € ~ HBV 1Y (b B T 1 it 2
LT EIRYEAL - A ARG T HBV » R E
HBV R IIREER M LAHEH R
R A —EEFE o 3R KB B U %
FEE 0 ARG B Y AR TR N SR AT RO EY S
b KREB M & 1P B R JE AR (asymptomatic )
HE MR GE » Hd 15% ~ 40% fEH—4E
W KT REFE R Bl IR AL ~ i 3 P A
fE (HCC) ~ FFRAESEEE [2,3] ¢

ZHFEER 100 # A SR EL HBV FHRF
Z AL ~ HCC BB [4,5,6,7]
TEGE - RIBEIEEEE BN 2011 FEila
BF o E— MR A dEHT 250 B A Ryl
B AR IRE - AR LG B AU
%~ L R R e ks i - 10E LN
HREFREESE - [EEMHE Bk -

B AR B AU R % i AT DUA R i
HBV & #E - (HTEIEME B BT RE TS
hHE 2 % B B AU I 2 7% v = s 18 1
B RIFF 4% [8] - SE FTREEAE B A0 - EE A
TFEAEPE (Anti-HBs) @ SEPIEENL -
T SR E B A B e 12 P KB g e

#1214 B B i & (Chronic hepatitis
B, CHB) ¥ % 5l fiF i (L Bd HCC /Y f& b A 1
B BIEFER - EN BB BLE
FZALBEBUER T - R BREEHE
R B R Z RS - lmE R E A A
B HBV o #3837 25 A H 58 B 5 B R 158 e
Wr9e - & E 3 HBV FUFZEEC » 41 HBsAg
HBeAg * HBV-DNA [5G4 » #:2 HEHf—
HGE - 181 B B REE AR -
41 - Bl HBeAg & 1% - HBV-DNA HINE] »
ALT IE% - {H HBsAg [ 1% - HJE & >1,000
TU/mL - J 58 (0 # SR AT & [9,10,11,12] = F F
A EHSE 256 HBV - JREIfE HBV & 8Ly £
fE 22 - £ 4% HBsAg i [& » 4= G MY
Anti-HBs Y8 -

k4 HBV % Z P Jps % Jeé il
i G

& F k4 HBV I Y F i B R 1 2 i
IS % e BB X B B B 3R - IR IRR S B
AlFRYEE BRGE - LRI AR 1 F£NRYSEAT
B REMA P EE M B B % - R
B A BT AR LR B BUAF e o BRAEA
B HBV » IRAMEMAL © IRifET > (5 5% -
EEEEK AR EREERE S,
13]

EEHREIEEGES 2 R E
KA HZ (innate immunity ) B2 J& 15 14 70 %%

(acquired immunity ) [14] » [ = 55 B
B 1 o 92 B TE RE T 19 35 1 PR B 42
TIEVERE PR [15] - B b RARGDER
e AR FILEESE RIERIE - DUR
75 32 A TR R B 35 A JE 1SR R YR
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Bn] By EE 8 (toll-like receptors ) ¥
ks — MU+ 32 (type | interferon a /S )
[16] - [T E 28 FHHAE A& # R (stressed )
JH- R80T [17] -
{H72 » BRI - HBV W 8L IR 2
12 » HBV-DNA K & fEHUR R 32 4 ~ 7
A P EE DAAE I BT AR AR [18] © (Z1% -
HBV Biia VR E S - B R EiERE - 3
{3 B A RESE SRR SE [19] © FHIR HBV SETEST
TREVEEIE) 15 - S — A TER SR
GRS DLEAE [20] - HEHEGE HBV {R/fE#
EHtR T - AREJ1Z2EE ERIPTE R -
B fAE¥ HBV WY Z KRR RIE » 58
R BEAS ME RIE AY TTRE -
JERS M 0% NOFEFR R — (HAH A s Y 2%
el o 2% A B A X P Ll P 1 R B 4
fi - CD, T i & CD ) T Ml B B 7 4= 1
H2HY B MIEAEE R R M o E ThaE B A
AIECERAY - CD, O T M fE G OEREE N - §F
¥ HBV AU 8L - 730 2 T A i IR+ DLYE AL
CD T fHifEE B #HiE - CD, " T MR H]E
B B IR AR B AR S BR HBY » RN S
AT HEIERIIR G [21] - B M2 4= AU BT ES R
AlE bR B AR PR o KA CD Y T A
) HBV]22]
B2 - ZHERIZE AEEE HBV fF RS
MERIE R AT ARAE - TP I8 1% B AU R
1. KREFEFEN HBV G {141 % HBV F5 5
CD, T #iifE » (EEINAERES - AL
[23] °

2. EEH) HBeAg HIHIEZ LU 2 T AlifEen
& E T EE HBV 18R Bk [24]

3. B 8 5T B 7 AL 107 ~ 10° f5 19
HBsAg B3 T IS E - etz =)

REFEL [25] °
4. FFfE{F{ER) HBV 2 HBsAg 111 il 5 22 4R 4
fitl 2 %% I BE [26] ° HBV K HBsAg BE ]
il TLR7 ~ TLRY &4 IFN- ¢ ZIHRE [27] °
5.12 £ HBV gk % 5 BT 3 67 A f (T
regulatory cell, Tregs ) &% 4E == & #Y IL-10
J¢ TGF- 8 » BB INRE T3 » 11 HBcAg
IRREFA TSR IL-10 [28] ©
6. FFHHAf FRE R MHC-T JRE RS - i H =
100 5 DL FIREAIRERR DUE L ¥ HBV FF 52
[ CDy T #HAE - 25 & Sk (K 1 B
#,Z HBV [29] °
AT AR LR HBV SE S H %
A K R TR B B RIE T - B REMR TR
RIZMZAIENE B B R R B EAE ¢
AR IR A - TPRART - RE AR
HBV #ify » S EEDUZ RSN - B HBV £53DA
RIHBRIEREA -

HBsAg f#ifz 2 & ¥k

HBsAg 2 1965 £ f{1+% (Blumberg
BS) RN T-F 5 F#HE - Sii(ErR HBV
JBRALHIREED [30] - JT4FE2K - HHA HBsAg CURE
HE Z 4555 0 5 HBsAg 12 /& B R B PR 5T 1
TR RS TR R AT FERE [31] - (ENEDLE
% HBV-DNA » Al —HEREEN 1 -
HBV-DNA K H HBV f8f; » HEEKM HBV
HE B - [ HBsAg HIIBL T i % -h HBV &
BRI cccDNA FHEE » [ B cccDNA B 5% K
mRNA EEEREREE - thFEE P HBV
RS R IE - AL > B{# HBV-DNA EL I
£ - {H HBsAg 5] 2[5 1% - 3% cccDNA 1/}
f71E - HBsAg &= HY N2 X3 cccDNA &
FIED - BRI - AT By cccDNA HYEE AT RD
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( surrogate marker ) [32] °

HBsAg AJ DL 3 il A~ [F] AU RE Hi B < 1.

ZENEELE TR G (filament) 54 [E P

(sphere ) HBsAg » 2. #& fix AN g 2= [A] 2
HJ HBV Fr BT IRV BT 2 HBsAg » 3. 50
HBV FH K #J 41 5% HBsAg * Eil cccDNA HY B
FRIEEER o B5EFEH - /K HBV-DNA £y
AIEE B S M B B R LS - HBsAg IR &
>1,000 TU/mL - T & HCC 1Y J&l [ 5 HBsAg
TEFE <1,000 TU/mL &1 13.7 {5 [33] = A -
ERPRIGTEEIR - FEER LK HBsAg HYIEE » &%
RS - EAEREPIEE - —H HBsAg
& - BRI/l HBV ¥ B B /Y 2 AR Ed
L5 DL PCR 75 20 I HBV-DNA » 7R
e o FTLA 0 PEBR Z BT EFF (L EE 22 SRk S
T HAMAR S - HBsAg [M7EE &% ITER B
IF [34]

FH - BS—EHYE » HBsAg H A=
G Flan - A 2007 4F 0 $HEEE 1,965
fE 1M B M RWHE  #TREIFE
H3E HEE 5 - 3% B B AE HBsAg H Az
Ry 1.15% [34] - 5540 » HHFsE$5HI - HBsAg
F 4 i [ SR B BL 0 HBsAg YR FEAHRE - Bl
HBsAg IBE AL @ HANEERAE [35] -

12t B BT R Z PR

ffc 5 BX N European Association for the
Study of the Liver (EASL) » 3£ [ American
Association for the Study of Liver Diseases
(AASLD) Eid 5f K Asian Pacific Association
for the Study of the Liver (APASL) = K fF
7S B8 22 i 1 B BURT RER IR VGBS
[36,37,38] » AI{i{ AV ZEY) G IR ME A T 3R
(IFN-a ) ~ BRAI T3 (Peg IFN-a )

+ % 5E (Lamivudine) ~ I & BE (Adefovir
Dipivoxil ) ~ H 5% (Entecavir) ~ = &
( Telbivudine ) il B 37 % (Tenofovir) ° A
YR B I HBV RY#E BB T REAR
R fE - FHEIE AL TR AL ~ R
{BEL HCC - $T¥ITFThREIEF Bl =Yg 1% B
BRI R R R A EAS V68 © ¥ ALT [HX
FRIEEE EIR 2 f5D0 | - HBeAg (+) % -
HBV-DNA>20,000 IU/mL ; HBeAg () % -
HBV-DNA>2,000 TU/mL - ‘& & T& 5 & BH 1A
% o RIFBE{LEY HBeAg (+) & - (FEEfZHE
R HBeAg 8 [& - HBV-DNA< 1 #£ {ff » ALT
WEEE  EHES—EBREBERE - 2R
HBeAg (—) % » HRMEEEFR cccDNA » fit
DU /E IR AR [39] ©

TR —(EEF R [ e ry AR -
B a2 R [40] > JEEAANEA - 1
% (5) BEOYANZAE AR E -
{H R HAR A 207 AR it 220 - B 18 M B e
BEERNE -

2 T8 75 55 4% 77 #]) ] HBV-DNA Bl {2 £
HBeAg [l 1% 1 & 77 T H 78 50 % B8 il B 97 £
BREWE - (EAEIE M B AU 22 7 I Bl 5
HBsAg [Ml/E kS5 H A 520 -

RS EEGERTE B AT R

B MR ETE BN BAER - BAE
FH NIRRT BRI R T - DL By
B AAGERIEE B BURT 22 1Y 22 2 M B AL
SEANA] 2

P EMME > FiRA 2R EEDN

(meta-analysis ) 21 [41,42] :
1. AR B 1966 4 28 2000 4F [H > 3t 587
A R R IR IEE B B R TR
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Fr R EEH 27 R RE A B A B R B B
(randomized and controlled clinical trials )
WG ET T BRET B ER -
BN TERM AT ER R - §f
¥t HBsAg Hil HBeAg # [ + HBV-DNA 4
2 3 (EFEREELE A3 A  {H2 - HIRA(E 3 (R
HBEGE R B R ] - B 9e s 5t E R
- (FE MRS E R B EERFEN - fla
HBsAg BH[E R B35 28.6% (104/364) > 1
THEEME0.76% (27/262) ; HBeAg fH &
K 49% (304/620) - [MTHEFALE 38.9%
(184/473) » HBEBEFEMLIFHENRT
LS NESE -

2. H 1998 £E 1 H3Z 2008 £ 6 H I » FEHE
KEEFE R EA BB DR g B A G e
1214 B BU 22 Wb PR ol B e 5 3 643 7%
Time¥E - By HENE  HEMFS

b B B R R A R 1 - A A& 2534 - 3

53 &  HHEM H EE 22 (traditional Chinese

medicine, TCM ) JAEE1E B B2 A

EHE]

a. TCM {& ff ALT 1% 18 1F & /Y 5% 2 8% IFN

£ (p=0.0003) - Ei Lamivudine (LAM)

Frig A (p=0.001) -

b. TCM {25 HBeAg ##[& Bl [% . HBV-DNA
ZHESNEL TFN F LAM fHE -

c. TCM H IFN 3% LAM & F A B A £
FHT HBV ZSERELVERT TIEE -

d. TCM ZEIfEAD -

B2 BRI T EE TTH - #l
WNr5E et et FRIFHE NS » Jadad score=2, [
HeH—(Eg R AR - #
T MEME - HEHIRIRTIEEM S - BN (£
24.5% fHeERIEHE -

B LR R B IL A T 230 (8 5 0 BEAEY
FHBESE 203 T o fR{IElER PRE B AT BR FH B9 5 A
PRRET - TEATRRIHZEF 50% ~ 60 9% HI
FHIR] o For 30 flfR HEREEANT ¢

I PF2 o Bt S R B
{EREEE - HE - BB A4 - Be
®RE QA B ®E2 KFE K
ER - AT WidF - L5+ #
BEEH2 S UE BT R E
DA FETER - B =5 RGE -
[ E
K TELEEY) A EEARANFR 1-1 -

®1-1 30 FEAEEM BENARERAZCHERUERE
i % hiE# g
1 HIK RIS - arEEDR  FHEE - el
2 Fiz TGRSR ~ BALEIE - B2
3 HA PEERERSA ~ BRAK ~ BRI ~ Zha
4 L] GRFIRE - THER[E5R, - R AN
5 Bt HMIRGRET  EEWREE © TEIIAERS ~ iR R
6 HAEIE TRERSE - BB~ RGBT
7 HE P aRsE IR ~ R FAIFEEE - MRS
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i 0% thg -

8 EAT TBEFR - FIRRS

9 TRA] BRI ~ WEIERS ~ B E

10 B FIRERES ~ W&/ O ~ IR ~ FT50E ML
11 R FIZKBU ~ RIS - 2020

12 SIS I~ IR - wsge

13 wiR S ~ e - PR

14 2 PR BIMAER

15 R BEUGRE « BHROBR © HIMES

16 PR THENEE ~ LRI

17 T W ERE ~ A LA

18 len EIFHE ~ fE ks

19 LETF e - HEE - HE

20 L TBEFR - 5

21 %S TH BV ~ i A

22 g THEALHE ~ ITREUR

23 fE+ BRI ~ BEFRE - HINESE

24 595 B ~ BuR bk -~ Rt e

25 EU FIABIR - RIRIEE - SRR - ihERE
26 TENER THEL - BIE - JERE - FIIR

27 B H PhkEREE - TBIRR - BB B

28 s THERR KRS (I ZhG
29 FRGE THENREE ~ TR E

30 e Hilnggiks - WG R - EE

REZEIHTHZ — R &R E AR
EHRIENE B BT R EE - PHREEATE (R E
PRI HH IO B8 FH S 365 TR SR A B A - i v B
RlIPEE 3 o v/ iR O U AN OB =2 iy
HrEENtTG - 877 FHZERE AR R R A fRAT -
A ZE TP 230 (TR A 5 6 9

PREE (D 30k > &% 18 IREE) - tHERAK
M IR LR FEY BERINRE - TR AE R RLEE ST
EEHE BELEGHEE - ERIEEEREK
WA R IS TR - DU G &
M B RUAFR G .2 T EE RN 1-2 -
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HICE TSNS Ry A REHETEST HBV /B - SHECRE Il
# Hep G 2.2.15 cell line #J HBsAg il HBeAg 73U » 55 1 25 WERG R & B R
£ ALT 125 ~ [ {X HBeAg = B Fk HBV-DNA Z DhAA B R HAH - B
BEEL P —TRE N E BRI IR TR K -

Rt

FERl 2 T 14 5 43 Bl 1 H B R B % B U2 {5 FH AR VB IR T B » S9— By
HEEEAEE SENH Hep G 2.2.15 cell line ) HBV 5 BB 35 3B 4T it )5 = 5
© o FER 3 TRBE RIS S L IRE J ERL T Mot e -2 i

RER R/ AREEEEIERS - ERINE BRERGENIH HBV « KEEEE
VIREREZ ] Hep G 2.2.15 cell line .2 HBsAg £ HBeAg 431l » KEH—1h
MRy K el 8-0-B-D #j & I H £ P #4 DT HBV #rEE S TRkE &S] -

TR

EIRBE R ERAEHIH] Huh-7 cell lines Y HBV 5%  F8 & TR (EBEEL A/
BE R REEH 2 - 35T BB PUR 3 BB A (L T R E I E
HE—F 5T -

BRE ] > DAYE R HI % HBeAg » HBV-DNA

. go HBsag SHIEIMIEE L2 -
hE R EEB AIFL O

WEUEBIEE

E 2001.1.1 & 2014.12.31 5F 14 1 » 2
FAE AR VYRR AT B % A 4 AR SR Fr -
H BT 1,478 {E IR & - BRkEE - R

B2 M ARBE S B e B AU R [REEEMER] - R & (3 E 55

JFE Sy Pe EE

FTCL - AR = KATEOR B S PR ERe (F) BREUY - 57D

GHPEFREEEC T LU > FRIECHERE 256 o BRI 5L S M —
9 JHF B AL 55 952 9 [36,37,38,39] » MHIEE & — IS’E%’% S THH AT B IR » MH A

BN EERERE - REEREME B B % (CBC) ~ Ji## 5 #£ AFP » HBeAg B Anti-
R RE A HP15% ~ 40% 5 7]EE HBe (BHZAE RIA B & » ¥ HIZ ECLIA &
AL » HCC sl A REFEELRM & ) » HBV-DNA ( 5 i #8 A Quantitative
[2,3] - FRFEREF R HBV TLUER: - PCR (Light Cycler-Roche, USA) - ¥ HJ &

FrE P E L RIS B A R EAYRT  COBAS Tagman Assay) * HBsAg El Anti-
RE o FFEZHL > ERE - B - ZRIFES] HBs & (Architect i2000 Assay) * DAEIE

R R e EAEBIPE I T R Ry - H HBV HHBI & B AV &2 B A SR - 16

IEEMD

W CRBERA - REREER R 53~ 6 (B F LEUEMIRE - DIEHER

ARTL - AW FE R BB AR R IR 14 SR .28 %W £ HFFR C T (Anti-HCV (+) ) ~ HCC
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(AFP 55 ~ Wil 2 mbasi R ) ~ i
b CEEIMAG R =T - Wl G2
) > BEREMERR (HBsAg (-) - Anti-
HCV (-) “ALT £% - H5REfiiE (+) )
JRBEER % (MelEomE) 2 FARESR
L B B RN DA R AR B W A 1R FH B B A
Btk 15 229 (ERF & 181 B BUH R EEIE
T B BURF 7 FEHEAN T -

1. HBsAg (+) F4EDLE

2. HBeAg (+) / (—)

3. HBV-DNA >10 IU/mL

4. ALT 548 <40 U/L 180 B BIFF 254

J&

5. ALT ¥4 >40 U/L B181E B BIFT 4
HRERE - ERENEBRME - AIEEA
BEEg 3-4 (8 H E BB ARl & R EE
S o TR A B {73 978 AT R Ik ER 5 1T 4 B
BRTESD -

B39 15 5 AR 1 P 2 B A B (R 14 3 229 i
ZH) - & 127 (@180 B BT R R E 102 {8
181k B BT R E - AT R 280 I s Fo i
2 ERIHBV @ AN » KREAWRETEN -
fEERNEZEN W "R o HIRERET

THEERE - ARKE AR
% o AR E RN FIREY]  HBV 2%

4%

2

BRI R > BT o 125 S ik
ERb o R AE - DUEREZE - 5 -
HEF A AISREE R -
PR RGO - IR A = B R A
HRE - Wk S ERITEE R - AmELR
TRATHRIG - ARPRZ B - PIANTE BRI
B GUATESE (R SR - WRATE TSI
et~ HMEEE > S —ie - EREE

RS A

My

B RTEIE - 5 1EHRETREIIEE
iEAR

BT AR REREERET  IBEE
HAEC IR A - A2 A2 5L - FIRFREIEAT
B s M EEE 8 - MRS R Ry
FgE » ZEEFESL LI 1-1 /9 30 BB B
B R HEEER » fHE—2 -

E R = FIE RS H B 2000 1 H 1 H
8.2 R BRIA AR EERY HHA - &k HIHATEZ 2014
12 H 31 H » 8 {EHZ AT HBsAg 75 8=
HIEHA - DAl R 3 A R U -

F Y E 2 —(E BRI 5T - R 3 #E ]
fH o BERRLOE S P AR SERT 12 B T B LD
W HAE 2 0 BIMET 178 e = B AR ZE i 1%
Y FH B $8 A2 - 15 22 2 HBsAg » Anti-HBs
HBeAg ~ Anti-HBe £ HBV-DNA £ & - 75
B HEHYEE B HBV a0 A A 1A 4
B DAYZ HBsAg IS - A LofE i
B2 % BT HBsAg [IEHEHA -

NFERIFHEHE DR ZE H R IR 5 -
#i1E HHIHT 2 HBsAg 82 H /R 8L 2014 4F 12
H 31 H » DU R4 E e -

ARIEE R PRI a3 i 32 22 AERA $E
R B EEL 4 I - ZIRVETEERALE
FRF] Exact Significance (2-sided) of Pearson
Chi-Square Test ° A/ 52+ ZAEIRET B 404
wIgE B U R EEE B TR ESH
% SETSREET HBsAg [N 15 1 [ Bl 1] 75 8 3R
HREERE EAT - R 2 RS X EEEN ¢

1) TEEEHS 229 {EZE B - 11.80% (27/229)

HBsAg IMF#E [ - FEEER (5 100 A

) 3.84% » EENBEAREEE 1.15%

[34] ° &4 Anti-HBs HJ IR 7.86 %

(18/229) - fEEEHAE 2.56% ° 2 HHEN

#E (p=0.14)

ik A2 i PR
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3+ 2 Bl HBsAg B2 R E4 Anti-HBs HBRIRIZE Z @RI

e Aoy | TR HBsAg | HBsAg ;;;‘fé 4 | Anti-HBs | Anti-HBs ‘;";';1;
(NGE) | R AR | aEEsR (43100 ASF ) BN | A (42100 AFF )

=g 229(100) 703 27 11.80 3.84 18 7.86 2.56
HBV-DNA (IU/mL)

0-20 4(1.75) 8 2 50.00 25.00 - - -

21-400 16(6.99) 53 3 18.75 5.06 2 12.50 3.77

401-10,000 42(18.34) 111 8 19.05 7.21 6 14.29 5.41

10,001-20,000 16(6.99) 54 3 18.75 5.56 3 18.75 5.56

>20,000 151(65.93) 427 11 7.28 231 7 4.64 1.64
ALT(U/L)

=40 127(55.45) 399 21 16.50 5.26 15 11.81 3.76

= 41 102(45.54) 304 6 5.90 1.97 3 2.94 0.99
HBeAg

() B1E 72(31.44) 258 2 2.80 0.78 2 2.78 0.78

() Bz 157(68.56) 445 25 15.90 5.62 16 10.19 3.60
il (%)

<30 40(17.47) 129 1 2.50 0.78 1 2.5 0.78

30-39 71(31.00) 224 5 7.04 223 4 5.63 1.79

40-49 61(26.64) 180 7 11.48 3.89 5 8.20 2.78

50-59 41(17.90) 132 10 24.39 7.58 7 17.07 5.30

= 60 16(6.99) 38 4 25.00 10.53 1 6.25 2.63

2) {E 127 {E 1€ 1% B &Y Bf %= 7% I & -
HBsAg [MIE#EER 16.50% (21/127) >
TR 2R 526 % 5 FE 4 Anti-HBs [ /&
R 11.81 % (15/127) » 4F 8 R R
3.76% ° 2 HEREE (p=0.14)

3) PHEE2T 5 HBeAg (—) HYIEME B AUAT
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The age at which a person is infected by HBV and the route of transmission are
closely related to the chronic evolution of the infection. A great number of studies
conclude that the lack of response to HBV by the innate immunity of the neonate and
viral suppression of the acquired immunity lead to chronicity. There are estimated 257
million chronically infected people worldwide with 75% among them in Asia making up
mostly by Chinese.

A prophylactic HBV vaccine is effective in preventing the spread of the infection.
Interferon and nucleos(t)ide analogues bolster up the arsenal of the physician in treating
chronic hepatitis B. However, there are still 2 bottlenecks: 1. the lack of an effective
regiment in treating chronic hepatitis HBV carriers; 2. achieving treatment end points of
HBsAg seroclearance/ conversion is almost unattainable, especially to the Chinese, for
unknown reasons.

As clinical trials of Traditional Chinese Medicine(TCM) treatment of chronic
hepatitis B carriers meeting the criteria of multicenter, randomized, double-blind and
placebo-controlled being accepted for publication in international journal are very rare,
we decide to analyze retrospectively our treatment of chronic hepatitis B carriers using
TCM over the past 14 years (Jan. 1, 2001 thru Dec. 31, 2014) in order to shed some
light on this important issue. The results are affirmative. TCM could not only be used to
treat chronic hepatitis B carriers but also achieving treatment end points: 16.5%(21/127)
of HBsAg seroclearance with an annual rate of 5.26%; 11.81%(15/127) of HBsAg

seroconversion rate with an annual rate of 3.76%, all with statistical significance.
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With regard to treating chronic hepatitis B with TCM, the rate of HBsAg
seroclearance is 5.90%(6/102) with an annual rate of 1.97%. The rate of HBsAg
seroconversion is 2.94%(3/102). All rates are statistically significant.

The mechanism of the effectiveness of TCM in treating chronic hepatitis B carriers
and chronic hepatitis B patients could be activation of certain parts of the immune

system specific to HBV. However, it needs to be ascertained by a series of clinical tests.

Key words: Chronic Hepatitis B, Traditional Chinese Medicine.
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