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BE HB WiTEzksEst2i A £ (chronic hepatitis B,CHB) &% i 202 69 %, Fik
¥k X € (lamivudin, LAM) %77 CHB &% 6 N A B R A 4k 5 %65 103 #) (HBeAg M) [
Wi J5 48.(50 #)) Feat BB 20 (53 #)) , B3 4 F LAM100 mg 2R, 5 B 1 &, /248 % B (Adefo-
vir Dipivoxi,ADV)10 mg 2R, %8 1k, &HFAmA P H L 5 ks, X1 A, R&EmEss 1+
J& 4 HBV DNA #1 % HBeAg fif ¥4 4 HBV 45 F M TheE @ (CTL) (EHF 1 CTL F=
NK @fek-F, R %5751 FJ5,%757 41 HBV DNA 31 %[44 1) (88.0% ) 1% & T x+ B 21 [ 41 1)
(77.4%) ], 22 F A%t 53 EXL(P>0.05), %7741 HBeAg ik F 44 %16 #](32.0%) | & T8
(8 #(15.1%) ], ZFH %t FENL(P<0.05), %5748 HBV 4544 CTL KF(0.79%=+0.07% ) .3k
41 CTL K-F (19.4% +1.8% ) #= NK @@ fe K F (14.1% +1.5%) ¥ & T B4 (5 % 4 0.58% =+
0.08%17.5%=1.7%#11.1%=1.5%) , Z 7 ¥ AR+ FEXL(P<0.01), &i& * LAM %y CHB
F Ay A A B R ADV e KRS T, AR AR B B 6O A A AR A M an e S R T AR, K
it % HBeAg sk b3 &
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Effect of Compound Qizhu Granule on Cellular Immunity of Chronic Hepatitis B Patients ZHU Yin-
fang, GU Xi-bing, GUO Xiao-ye, YAN Zhi-han, PU Yun-chuan, TU Kang-wan, HUA Zhong, and
PEI Hao Department of Hepatology, Wuxi No. 5 People’s Hospital, Jiangsu (214005), China

ABSTRACT Objective To explore the effect of Compound Qizhu Granule (CQG) on cellular im-
munity of chronic hepatitis B (CHB) patients. Methods Totally 103 CHB patients treated with lamivudin
(LAM) for 6 months, who had partial virological response (HBeAg positive) were randomly assigned to
two groups, 50 in the treatment group and 53 in the control group. All patients took LAM 100 mg (once a
day) plus ADV 10 mg (once a day). Patients in the treatment group additionally took CQG, one dose per
day. After one-year treatment hepatitis B virus (HBV) DNA negative rates, HBeAg seroconversion, lev-
els of HBV specific cytotoxic T lymphocyte (CTL), non-specific CTL and natural killing (NK) cells were
compared between the two groups. Results  After 1-year treatment, HBV DNA negative rate of the treat-
ment group was 88.0% in 44 cases, slightly higher than that of the control group (41 cases, 77.4% ),
but with no statistical difference (P >0.05). HBeAg seroconversion of the treatment group was 32. 0% in
16 cases, higher than that of the control group (8 cases, 15.1% ), with statistical difference (P <0.05).
Levels of HBV specific CTL (0.79%+0.07% ), non-specific CTL (19.4%=+1.8% ) and NK cells (14.1%=
1.5% ) of the treatment group were higher than those of the control group (0.58% +0.08%, 17.5% =
1.7%, and 11.1%+1.5%, respectively; all P <0.01). Conclusion Treating CHB patients with partial
virological response by ADV plus CQG could improve specific and non-specific cellular immunity, thereby
elevating HBeAg seroconversion rate.

KEYWORDS Compound Qizhu Granule; chronic hepatitis B; Lamivudin; Adefovir Dipivoxil; cyto-
toxic T lymphocyte; natural killing cell
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H FiK K %€ (lamivudin, LAM) &) 2 Fl iR
S8 Z T4 (chronic hepatitis B, CHB) f4 5L
POR R Z — IRIT G KA 2 N2 i 24 2%
B, n B 745 75 18K ( Adefovir Dipivoxi, ADV) if
I7, REBUAS 85 4797 %%, (5 HBeAg I35 2% % #t (HBV
DNA #%[f] \HBeAg # ] .t HBe #%[H) FHK AL, 4
RIS LAM 877 CHB & LR 3000 B 2 I 24 3 1 1]
ADV & 1 255 7 EEER BB 5 A ff il ADV 47 %)
Fb, LIRSS Hh 24 52 7 BEBRAIUR X 3% 28 BB E 1Y HBYV fF
SRR EEYE T W EL 40 ( cytotoxic T lymphocyte,
CTL) AE4F 51 CTL NK 40 1l HBeAg Ifi 75 24 4%
e e

BRETE

1 Wb CHB 1Z2WiZ % (12 M & BT & B
RTEE ) BRiE

2 A KHEBRFRUE 99 AR ifE: HBV DNA =
10° #5 Ul/mL; HBeAg BH T ALT > IE# S % LR
2 f%; N H 40 Bt (human leukocyte antigen,
HLA)-A2 FHM:;18 & LU b e 1 ~10 45 R15 A B
eHZ sl 5 B A E B R . HEBR bR HH
R PR TR AR EE IR s B B S M
S B sl SRR 2 W T B 5 B8 CHB JE R i %
H (IR 2 AN T4 28 S50 75 24 ) sl S e 19 54 5
LAM Fi1 ADV T2},

3 —weR 321 fil#4°k 2009 46 H—2012
E4 VLA TS WS HANRER T 128 E B
CHB &#% . H LAM[ &2 &R S sl 254 B A wl A4 7=,
#K 5 : 10010056, 11030013, 12030097 ] ¥4 J7,
100 mg Hk, &K 1 K, IG97 6 N G RAET 20T
2Eh 2 (HBV DNA Ik T4 00 T B, B <500 #5 D1/
mL)212 ] (66.0% ) , Jit &Pk ¥7 2K M (HBV DNA
BT <2 1gIu/mL)6 B (1.9% ) , & 73 i 5%
[ (HBV DNA BHE4k N =2 Ig IU/mL) 103 4
(32.1%) , 5 3CHk 4R i A 12" YMDD 728 5% 2 4
(0.6% , MR & IR YT R W i 9 B, 49 rtM204V +
rtL180M 25 5) o Kr &R0 BE 2= N 103 5] CHB &
FHEBEAL R T 2 4y MG YT 4L (50 i) Fi Xt & 4 (53
i) o IBIFLHS 30 14 (60.0% ) , % 20 i (40.0%) ,
IS 19 ~59 %, FH(35 £8) % JifE 1 ~10(4.5 +
1.2) &, X RE2H 53 v, 55 33 4 (62.3%), &
20 (37.7%) , 41> 18 ~59(35 +8) & ,Jife 1 ~10
(4.4 +£1.3)4F, Jy1E#F 30 24 Fyfat R il 5% A Ay ft R
4, Hh B 22 44(73.3% ), 208 4(26.7%) , FI44E

(35 +7)% . =ZH BB (ER), ZRLL
R X (P >0.05).

R AT SXIRAIRYTHT HBY DNA ALT,

TBIL X% Alb Hb3  (x xs)

HBV DNA ALT TBIL Alb
2 3 )%
AP (Cnml) (UL (amoll) (giL)
A 50 4.0+1.0 57 £11 15.4+2.2 41.2+0.3
X 53 4.0+1.0 57 +10 16.0+2.1 41.2+0.3

4 RITHE MAMA T LAME 22 L
254 R 2> | A 7=, it 5 10010056 . 11030013 #il
12030097 )100 mg ik, & H 1 ¥, i ADV (&4 EK £
v il 25 A B2 \) AR 7, it 5. 10035046 , 11125052,
12075043)10 mg FIR, & H 1 K. IGY7A 255
FEEERRL (B 15 g, MR EE20 g, 146215 g%
K15 g AN EE 15 g, 774510 g. /1510 g, 717k
BILARILZ A RA R BR A R AR AR 2T
LRI BGHe Y ARIE"  PILLRE ENAIT 1 4ERL E

5 WEARIR X5k

51 JHzhegsd SR H A Olympus 2
AU600 %4 [ 2 A4k 43 b AUk

5.2 HBVM J% HBV DNA #ill HBVM (HB-
sAg. #ii-HBs . HBeAg. #i-HBe #i#i-HBc) >k /i
1235 4= H B E] 53 HE 98 6k , 75 M B i 350 (250 B
P e R AR A A A ™) KD, HBsAg it 5
8600019233, #i-HBs 5 :8600019616 ,HBeAg it
5. 8300019670, Ji-HBe 4t 5. 8600019491, #i-
HBc #It5:8600018910., HBV DNA % JH S2 i 2%
g R PCR 2, BRI ( iR AR Y TR
A B F AR 7™ ) A, HEIR 5114020111

5.3 HLA-A, S IEH A% e B 100 pL i
FONPUBERT B 4, I AR DU AN X BRAE S B A
HLA-A, — SE£08 [ M R RIS I8 10 wl, EIREE F
30 min, £ % Ak BB S A 3 X i i {2 ( Beckman-
coulter 3XL) &M , 7 4 A % [E Proimmune A&,
15 :2202593 .

5.4 HBV 5 1E CTL gyl 4 m A
10 pLIELT AR IR0 M0 HLA-BK DY B 4K F1 CD8 ~ R4
R % .CD3-PC5, il HBVcore18 - 27 #iJf Jik
1 uL, FEIIA 100 b (9 ZEH0BE L , 7] A A m) 70 %) i
CRIFTE AR SRR SHEpTAR) TR A % kG & 20
min, % I P SE B3 A0 AR I, L CD3 " ik B 4
Jii%1 1314k 50 000 4~ CD8 * 4 iy, [ if1%k CD8 * #il
HLA - DU 2R AU FH 1 240 o i - CD8 ™ 4t i, - LA
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A R4 CD8 " A M 1 4y e R, R i B 36
Beckman Coulter A #],

5.5 AEEESE CTL A1 NK 40 A& B
100 pl 2 VU 20 TR — B0 B B ff 4 I i ARG I 45
FOGT RS, 23 0 A B s TR B[R] RS B 10 L, &
TEREEIE E 15 min, 29 I AL PR S 1 3 =X 40 4SS
W, B FHGRIE B 2% [E Beckman coulter 243w .

5.6 LAM il ADV 24l HBV ifif 25 {37 s A
T 37 FF) 22 B SR A5 il 4 IS oy ——— 2 2 A 2 7 7R
2 (PCR-LDR) , 514 454 th LI AR AR K25 0,
VKBS G2 W I SR B B 36 [ ABIL A F] S if A
#3 & ABI 7500 Real-Time PCR System, ABI
PRISM 3130 DNA Sequencer, Il§ [ 25 [E ABI A,
SR AR

6 ARRNME WS E I R C
NSRS NN N LGN RGNS I 5 A M R ol
HNELIL A0 ZTERA L iR, PR B DI RE (PR E
AL ) Fcs v B, WS 52 J7 B SR JURL T 21 JE] 1 240
i L U P ST

7 SiitEdyy: ) SPSS 12.0 b4 gt
M HEER X £s R, t KK, TR R ¢
R P <0.05 AZESFAGIFE L,

# R

1 WZLiAY7 )5 HBV DNA #4[f1% HBeAg Ifil %
SRR T 2 1 O R T R R A2 L bL A (3R 2)
5 X R e  IRIT 4R YT JE HBeAg I i 27 i 4 %
FHHE (P <0.05) . B4R HBV DNA HBIR i 21
DL S RE K 5218 0 L 35, 25 S T g it 2E B (P >
0.05).

2 =HIRITEIE HBV BESbE CTL AR 2tk
CTL J& NK 4K VA (2 3)  SARAIBITHI L
BOIRITAHIRYT IS HBV Rt CTL AR%e 7%k CTL I
NK 4K -F-25 715 (P <0.01) , X B41G97 /5 HBV
etk CTL /K FFR (P <0.01) o S{gRedl thig,
A BE LRI T NK 40K PRI (P <0.01) . 5
Xf B[R Lo A IRyT 4R YT e HBV FEsdE CTL Ak
FrsePE CTL 2 NK /K347 5 (P <0.01) .

F£ 3 Z4UIIRITHTE HBV #3571 CTL

Aedr b CTL & NK gk FEHE (xxs)
il i g oyt HERE N
BT VAT 50 0.42+0.05 17.7+1.7  11.0+1.9%
IR 50 0.79+0.07*4 19.4+1.8"4 14.1+1.5"4
XTHR IRYTH 53 0.41+0.04 17.6 1.9 11.1:1.7%
HITE1E 53 0.58:0.08* 17.5x1.7  11.0x1.5
iz 30 — 15.8 5.0  15.0%4.2

T SARYUBTTRTHLES, * P <0.01; S ik, 2P <0.01; 5
Xif FE 2[R 30 He 43¢, 4P <0. 01

3 AR
RIYAS RSN o

TR KBS T’k R A

Wi

LAM J& H /697 CHB M A sk 25 = —"°'
LAM 497 CHB HIfIE AN RO K 2 R A, %8 4k
Uf R BETR 2 28 A48 (1 & AR R 8 . CHB B LR
BEIRYT TR0 7 27 I 21 O ] T 7 S8R i 24
M S LI R A I AN K g Ak 2 TR 25
AR E T LAMYAYT CHB YT 25 i YT 6 A
FraA B, I B 1A 7 s 1) 2 K 2 ST o, e A 3= 5k
TE LAM 697 2 6 > H X7l A7 9R 4, — B & 3t
P AL, EERE N 5 — oA LT 25 2 7 . B,
AHFFEXT LAM 697 6 > H B #E1 T4, 6 & A2 843
oG T2 N R A TR IR YT 7 B, ARSI T RO
WA 25 % 4. BRTIAA, X LAM 3697 6 A &4
TG R N A AL 1B YT I Tk 2 — B 1E LAM LA,
i ADV B-AI6YT ,H HBeAg ILTE 245 B R AT 4%
(14.5%) ' H I, 7 EHFFL A4 75 HBeAg 1ML 2
HRCRNRIT iR . AWFFEXT LAM RS 6 S H Bk
AR BE 2E N 103 Bl BEHL S N P AL, 16T 4L 7E
LAM Jfili - ADV Firh 2 &2 J5 jE sk ks, DL %2
FETRITURLAT 3 28 F8 1R S e Dl e S A0 i 92
RELL K HBeAg IfLiF F 5 40 E H .

BRI HBV FR82 & HI A ESA R, A
PR 4, R 7 CEBRORLR A YT AR A 25 SR I i
WA, AR M R ER SR A R, B A AL AR
X Ee T RS L AR, FEE RAT UL

®2 Pi4lifr/E HBV DNA BE HBeAg LT A HEHR (i 24 1 B ST DN REK A DL b [ ( %) ]
415 1%k HBV DNA %] HBeAg Ifilif*###t  ALTHREIER  TBIMKIER  Alb IREIEH 1if 2
Y 50 44(88.0) 16(32.0) 47(94.0) 50(100.0) 50(100.0) 1(2.0)
ogd 53 41(77.4) 8(15.1) 44(83.0) 53(100.0) 53(100.0) 1(1.9)
Pl 2.023 4.114 3.024 — — — 0.002
P i >0.05 <0.05 >0.05 &> — >0.05
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RS, 255, SRR 2 SR IE T IF R 2 Tk B
FEHR, AT T AN ThAE ), AT CHB M
FHEBIYE T 4008 (Th) 1 2540 B 71 ACE T, o
AifedEE Th1 ACEY 1 Th1 FHEfefl CTL T+,
A R T S o R e R I R I R,
B T B M B B 5R CTL 3% 1k 48 w5 WL A 4
J R BR L 4 AR % I BE AL X HBV A
,f/EFH[&,QAS] .

LAM RESR =5 2T A TR AL 5 1) HBV 4 Sk
CTL /KF-"® ,ADV fEi#5 CHB ¥ HBV R4k
CTL AP ARBIFE BiA HE 4367T 5 HBV 51k
CTL /K1 FIAIT A, #2758 LAM 1 ADV #li ] HBV
SHILHIBR T Refs B 6 HBV & il 4h i ] 3@ ot
$EE HBV FE5 M CTL K1 A #5400 i 57 b HBV
FYER . THRIT 467 G HBV $E554% CTL K
S5 CTL ZKF (NK 4 /K F-F1 HBeAg L5 2~ %
PR = X BRAL, 48R X LAM IR YT e & AR
o A IO 5 14 R LE N ADV (R T &
FEER PR AEFE R CHB R iy 4 St AR R vk 2
MG T Ak, M H2 55 HBeAg I i ¢ e 171
REPORSRITR, RGP R EZI S5 ) R
FiAT S BIAS B SN, (LA I PRIV

ABFFE AR LAM ¥)i6 CHB 35 $E17RF 5%, B W
X LAM A J7 EEER BRI CHB 3 T 05T,
PANREE S 7 R BURE X 0196 1) CHB J8 35 401 it G 2
HBV DNA %[ F1 HBeAg Il iF 27554 ik .

2 % X #
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