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[(FE] BEU B R B0 ST 5 e P (HBeAg) PP 12 P J0AE MR £ BYAT 58 6 245 485 417 & D0 2597 2
Tkt E R IS S T RUE R AR B TT . R REHL X IR D735 60 ) HBeAg FH 8 1 JCAE R £ BY I 480 75 4%
W BEPL > IR IT 4 35 ) X BREH 25 4 VA 97 4 R RDR AN B 7 07 16 9T 0 BREE AN 45 T AL A0 2590, 43 TR TR 9T T 24,48 JA IR
MUAS I IEF ) | 2 179 3 B SEAZ M AZ TR (HBVDNA ) (P bn A5 W) S48 R, IF LS I ML IR ML L0 vl [ S5 2 PR R AR AR . 2R
R :24,48 JA I i Ah iE g 7 AR LT HBVDNA (R B =2 logl0) £ B 5% T % IR 41 (P <0.05,P <0.01 ), H B i [a] 4 1 1
(P <0.05) ,{HALAE 48 J& i} #b 25 % 77 T HBVDNA e [ 3055 T X B4 (P < 0. 05) , AR R B H i A4 i1 . % 48 JAI i ifi y7 4
HBeAg [F: A B AL T X IR, 2 A ST W L (P <0.05) o R E M J7 7T LU A0 il CD4 ™ T 20 g &k & A CD8 ™ T
WM AL (P <0.05) MRE T AN RELLAE] . BTE B2 OB SRR IR B R 4k % 0r B B etk Bk R ANE T
I Ri697 HBeAg FHYENE ¥ TCAR R SO 48 B A — € MPUR AR, B4 4, BE B RO BHS iR HBeAg BH T
18 M TEAE AR 2 Y 980 B 5 4l 22 4 W AT, ATRES U CD4 T T 4 (RE AR CD8 " T 4l il A 5% .
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[ Abstract ] Objective; To research the antiviral efficacy of kidney deficiency Fuxie’ theory on the
treatment of hepatitis B virus e anticen ( HBeAg) -positive chronic asymptomatic hepatitis B virus carriers.

Method: Under the theoretical guidance of kidney deficiency Fuxie’ , we developed the herbal compound Wenbu
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Toujie prescription. A randomized, control methods, 60 HBeAg-positive chronic asymptomatic hepatitis B virus
carriers were randomly divided into a treatment group (35) and the control group (25), the treatment group
treated with Wenbu Toujie prescription, the control group was not given any medication, treatment for 48 weeks.
Before treatment, 24 weeks, 48 weeks of treatment, collected blood to detect liver function, hepatitis B virus
deoxyribonucleic acid (HBVDNA) and HBV markers respectively, and observed the changes of the blood, urine,
ECG and other safety indicators. Result: When 24 weeks and 48 weeks, Wenbu Toujie prescription significantly
stronger than the control group (P <0.05, P <0.01) in reducing serum of HBVDNA ( =2logl0 decline), with a
time-dependent manner (P <0.05). Only when 48 weeks Wenbu Toujie prescription stronger than the control
group (P <0.05) in the HBVDNA seroconversion rate, without a time-dependent manner ( P <0.05). Only when
48 weeks, HBeAg seroconversion rate was significantly better than the control group, the difference was statistically
significant (P <0.05), Wenbu Toujie prescription elevated peripheral blood CD4 " T cell count, lowered CD8 * T
cell count (P <0.05), thereby restoring the proportion of T cell subsets. No significant changes in liver function
renal function, electrocardiogram, suggesting that the party has a good security. Conclusion; Wenbu Toujie
prescription has antiviral activity in clinical treatment in HBeAg-positive chronic asymptomatic hepatitis B virus
carriers, and safe, prompting the TCM °kidney deficiency Fuxie’ theory is feasible and safe on the treatment of

HBeAg-positive chronic asymptomatic hepatitis B virus carriers, may be related to elevating CD4 T cells, reducing

CD8 ' T cells.
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AT A A7 (HBV ) e 5L Sk Wi AT, A Bk
2920 fZ N8 i e i HBV , £ 4E 2494 100 J7 ASE T
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W (AsC) J& T S BE it 32 399, B AN % R 7% B
FEIRIT D AR Y R4y HBY #5477 70 K 7] 2
FFFIUE 48 5 AT 4 Ak, Ho b 2 50% S 4% 18 i A L 8. 6%
RAEAN(50) 2P AR BETE 3 4% (30)) s A 1577 R
LA AT A 30T, LABH IR Bk " e . EH 1
I DR F 107 FH B R AR BE 4R S R BLE T 2 Uy
AN % 7 16 9T HBeAg BH M8 P TG AE IR 2 1T 46
5 B 15 5 0 7 7 T U — R SR
1 #AREHE
1.1 R 60 {18 G5 IR 2 T o6 2 45 4
SE 2010 4F 7 F % 2012 4F 2 4 UME S0 112 0
N B EBEHLAY BE Z 0 7 4L 6 IR AL, Fe i T Al
354, 9 17 fl, 4 18 {4, 4F ¥ 18 ~ 35 %, P-4
(28.4+6.2)% i 1.2 ~32.7 4, F ¥ (5.7 =
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1.2 LWk 5182005 4F 12 A P AEEE 2 2 T
Wy oy AR R 2R S IR 2R A S R A HIT Y
(18 1EZ BT R B ia 4 ) P S ks i = | I R 12
Wr £F & 12 P & e B HE A & TS HBsAg I
HBVDNA [, HBeAg s Hi-HBe [P, {H 1 4F 4 %
SRRV 3 LA L, v TN R R SR A i (ALT) Al
KITE AR B IR (AST) AL IE 5 .

1.3 25 AfR#ME  (DHBsAg fl HBeAg fPEZ D 6 4>
H UL L, I3 Hi-HBs B ; @ HBVDNA B (K T
10°copies/mL) 5 @)1 4F Py 3% 22 B 15 3 W L L 1M i
ALT Y 1F % (45 K 0 16 B i ] =30 d) 5 @ 4F i
18 ~40 % s @A FEA AF ] A i R, (8 ks B
W PIE T IR, B, BT @00 B, BEAE
KEZA P ERVEEHREERITE.. OARBEEM
TR EH, R RS EREE A
1.4 HeBrbruE  QOIE BRGS0 R 0T
RUFR G ;@G IR ESL B SRtk imE ;OF
Ji G R ™ B I B s PR AT NS
FERF MR SRk 2y s B3 A NS
LT 28 2590 19 56 & s ©1 4F 4 i B3 ALT R iE
WH;OANER RS RR TR FZIRTH ;@K
o 0 Ath 7™ B IR 25 58005 A s QAT Wik ko LA AR



AL 4 BT AR B8 IR HBeAg FH AR 4 JOAE IR £ 7T 48 5 2 #5417 3 A I R WL 4%

O L) B AR 25 B 3 e . AR & DL B Hrh—
BT UHER .

1.5 JIbktrE  OARGELN M2y 3 ; @IF 7 o 2
I T HAb A 5 (9 254 5 G H AT AT AN R R B
B IME, LG UL — &8 T AR

1.6 259Ntk IRAbE MW7 A 5859 g,
B4 25 g, F7E 30 g, WA 30 g, B 30 g, M %
30 g, fIEMRSE 40 g, iR BR 30 g, BOAR 20 g, HhHE AT 20
g, T 10 g, =& 3 g % R, L | AN T
i K B2, R A R 2K RTR, A H
1R 28 X ARG TR 25 ). J7 72 48 JH 3R
7 24 JA K 55 U BT AL

L7 AR bR S ik

L7.1 J7%dets I HBVDNA JE 5 R 96 E
it PCR 35 MLV & FF5 9 (HBeA g, HBeAb) R
ELISA 34 ; IFTh i [ ALT, AST ., ja lH 4T £ ( Total
Bilirubin, TBil) 45 % F H 2l A& 4k 73t AR . 43 53]
TEIRIT AT K E 24,48 JH 45K 1 Ik,

JTRCHI ERRME  F 2005 4F 12 ] i AB B 22 25 JiF
W o P AR BE A S IR S S RS T
18Pk 2R 48 By 6 46 7 ) T B P HE TR TT 5 30
BSRRAED B E R 2 S L L HBVDNA 441 R
F|(PCR ) sl fIk TR A& T R, sl AL B2 N % = 2log
10, ML “F W2« L7 HBeAg ¥ Bl 50 HBeAg Ifil i
L.7.2 MLl AR T 40 M0 BRI, B4 i
(EDTA #i#E) 100 pL /il = {4 mAb ( CD3-PE-CY5/
CD4-FITC/CD8-PE 20 pL,¥8%), % ik i & 20 min,
A Muti-Q-Prep 4b AN 315, i = 240 ML Ak 47
iRl
1.7.3 Zoetfsts A8 R E R KEE
FL O LB T RE A A R DR SR R B AN B
N HREATEIRITHI G &R A 1k, Il HAR KR
D7, ) i R 2% 5 A A
1.8 b2k Bl HrR A SPSS 13.0 S it4k
o tHETRAH 2 25 TR IR M R (%)
FOR IR GORMAL [B] LE R AT ¢ K 55, 43 28 B k4 ]
FLHCRH ) B, P <0.05 B4 0,

2 #R

2.1 iy HBVDNA {484k W3k 1 fros,24 JE B
IGYT AL 30 ) B 10 i (33.3% ) B E AR I
HBVDNA F[# =2 logl0, i F [A) i 359 % BB 2H 2 4]
(10.0% ) (P <0.05) ,{H 2 A 5 % (16.7% ) W 4
Jil . HBVDNA B #% %, 5 [6] i ) %+ B 20 1 {1

(5.0% ) tb# 22 F g it 2= = L., 48 JH B FH 16
B (59.3% ) /3 % 4h JA 1l HBVDNA T [% = 2
loglO, /& F [R] i} ) %F B 41 2 ] (11.1% ) (P <
0.01),8 % (37.1% ) & # iy 41 J& 1. HBVDNA [H %%
REF XA 1 6] (5.6%), 250651 %E X
(P <0.05)  5iRy7 4 24 R LB, iR Y7 41 48 JA B A&
HAME I HBVDNA F % =2 logl0 22 %47 G it &
X (P <0.05), 0 HBVDNA [ %% 2% 22 7 J 5 11 %

F1 WAMFE HBVDNA THFR LR (% )
21 5] Ej;'] n HB:;%;;% HBVDNA [j%%
i 24 30 10(33.3)% 5(16.7)
48 27 16(59.3)"% 8(37.1)
X 24 20 2(10.0) 1(5.0)
48 18 2(11.1) 1(5.6)

T S IR e P <0.05,7 P <0.01; 553677 24 A4l 1L
%Y P <0.05,
2.2 [l % HBeAg M1%% Fff #e g5 50 Wk 2 Jir
78,24 JE R0 48 JE BF A 9T 20 1Y HBeAg B %% 3 AN
HBeAg %46 5% 5 F X f 41, H B 4 B 8] 4 K HBeAg
B 22 0 HBeAg e 4 A [A] 72 B 19, (H 2 22 57 4
Togeit s AT 48 JH ) HBeAg B#% A< B 4L T
XFHRZH (P <0.05),

F2 WAME HBeAg TUIFR (% )
A5 whE /A n HBeAg Bl #% HBeAg ;1
RIT 24 30 5 (16.7) 3(10.0)
48 27 8(25.9)" 5(18.5)
Xt iR 24 20 1(5.0) 1(5.0)
48 18 1(5.6) 1(5.6)

TE A5 R AL g P <0. 05,

2.3 GRrHIRITETE SN L T AR L
%3 PR, SRV RN IR R AT R CD4 T
RO, CD8 T B AR (P < 0. 05) , 1 CD3 ™ A& 4k
AR

*3 AFANEAM T HBTEHTH (x+s) %
i 1] n cD3* CD4* CD8 *
WBITHT 28 69.49 +8.38  30.65+5.67  35.69 £7.38
WITE 25 70.17 +8.46")  41.76 +4.91 21.56 £3.72

T S5RTRT A P <0.05,

2.4 WBIFHBRITAIE DG AN Wk 4
Fi7s IRYT 24,48 JE A IR T HIF T RE#8 A5 H ALT,
AST, TBil ¥ U, B i 725 4k, .
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Fd4 FHABTERINEBERIER(xxs)

Wi/ TBil
21 51 %  ALT/U-L-'  AST/U-L!
i /p.mol-lfl
Y IF 24 28 35.1%6.7  30.5%4.6 20.5 +2.4
48 25 33.5£5.1 29.8 +57 21.6 £3.1
pagiist 24 12 31.7 £5.4 28.6+6.5 18.7 +4.7
48 16 32.7+4.8  27.7%5.9 17.7 £3.8

2.5 GARARARIEMN RITIIN A 2 6 R
JIE A B BT R L AN R S AR IR, R 4 b
PSR AATIH R, R WA R = E A R RV &4 A
J7 IR A PR K AEE R, O H TR T RE R A A T
B SR REA R & etk
3 iFig
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RRITS - A ST T Y (EDV/S 1T 323 N i 1]
B (RE)EHIERAEN,BATT7 LB
frgs AR B AR L. 18 M HBV a7 &
Z T LA 22 0L F 7 S0 A B Al L30T, 2 TR /N JL L
TS HEBARE PR, R IR 75 i, RS R 2, B R B
JIHEAE SN 1 Sy AR A (HBV ) J&HS )5 1 K JC 77 3K
AN AR T (M Z riE, HRLE”) , iz
IR A SO g A RS AR B AT AT ] R 3
AR, TCUE T B 338 57 B T I S O R I R
BRI A AE DR, B 3 B &, 0 ik TIE BT R, e B
R AR AR 20

B K AR — P TR I O I R R
SR R T e A i R D P Al v R I R
T AE A A AR IR, AR B W ok o R AL 3 B
ST A AR i LA B B ) R AR LA AR
ANEE R, RS BREBENEER T &’
MR R B AR B — o R, S R AR AR,
ZAEW S 2t R, B & I R R B,

AR BE 2 3A R 18 P HBV #5447 5 4k T s it 2
W], T R RO RO AEY B R R R A LT
TEANH” B AR <7 AR ks R AR
HBEAS [R) 2 B I 98 o 47 ik, Horh 28 50% R %
FEAE 8. 6% 40T A (5L) L 4Efb R BEAE 3 S (M)
[ S S NIV S S A= Sl T R I A
JFE

CARIB” UL KRR ST R I IR S B LAtk 2
AR S A N T 2 R, — e R K
YRR RS P2 8 53 A% Gl Ph 5 | fhe 928 Bl s P 9
o, VAL TP M S A | R R M L B AR I
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FHIRR) R WAL, B R R AR
WOH IR SRR, KA R R Z A R AN E
e N N S I N N 1 OB e AN N i
M=l RZ 2, E A B A dniE N~ &K -2,
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IFS L LA BB 295 I8, 90 R A TE 4, A T 455 A
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(A BZEme ) “ DLIF 2Z 0, 60 FF 4% Mg, 4 S s e, oo 2
JEREE AR 2 A8 Z i I, I R B OE WA, R 2
Iy b 6 G RN — R A 18t HBY $E
BB RS Z L.

FERE B AR HILHES T, & HEKS
B, AN TR R — R R RN T, A
WF9E & BZ )7 i6 97 24 J& B il 7 HBVDNA 7K 57 Al
HBVDNA BA#5 3247 — @ A8 4k (A 25 R 40 12
B ,48 A Ay LAWY R A 0l 7 HBVDNA 7K 4
1% HBVDNA FI#% 3 (P <0.05) , 4& /5 B & 1A 97 B[]
FER AR I35 (D55 24 8 Hode, 48 JARE P <
0.05) ), Al U, 5L %h 5 fift J7 XF % Al HBeAg FH P18 1
TCHE R 2 BT 4 995 55 45 47 3 S8 JE I HBVDNA 7K 5
(=2 logl0) HA7 #1975k, FL K62 B 18] 4E 4+ 301 46
Hok . HJEAE 24 JEE I 7E HBeAg BH % A ifi 7 4 %
e 7 1 A 2 B B ART A, A AE 48 SR I 7 HBeAg
B 2% 22 B b v 4T IR (P <0.05) , B8k HBeAg il
AR R AR 26, T% & T T SCHRAGE (1 2% ~
15% " (HIE 22 R Gt 2p 7 . A WRMFSEH R W
PR RN BLSOR & A . B PR R R AR B
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