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(P<<0.05); V97 3+ 6+ 12 HJG, I AT YEAGIR bR/ P BB T [FHVG REZH, P4 b e A gt X (P<<0.05)
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Clinical Study on Ganlong Capsules combined with lamivudine in treatment of
chronic hepatitis B
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Abstract: Objective To investigate the clinical efficacy of Ganlong Capsules combined with Lamivudine Tablets in treatment of
chronic hepatitis B. Methods Patients (116 cases) with chronic hepatitis B in Dongtai People’s Hospital from July 2015 to December

2017 were randomly divided into control and treatment groups, and each group had 58 cases. Patients in the control group were po
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administered with Lamivudine Tablets, 1 tablet/time, once daily. Patients in the treatment group were po administered with Ganlong
Capsules on the basis of the control group, 1 grain/time, twice daily. Patients in two groups were treated for 12 month. After treatment,
the clinical efficacy was evaluated, and the negative conversion rates of HBV-DNA and HBeAg, T lymphocyte subsets, inflammatory
factor levels, liver function indexes, and liver fibrosis markers in two groups were compared. Results After treatment, the clinical
efficacy in the control and treatment group were 53.45% and 82.76%, and there were differences between two groups (P < 0.05). After
treatment for 6 and 12 weeks, the negative conversion rates of HBV-DNA and HBeAg in two groups were significantly increased, and
the difference was statistically significant in the same group (P < 0.05). After treatment for 6 and 12 weeks, the negative conversion
rates of HBV-DNA and HBeAg in the treatment group were significantly higher than those in the control group of the same period, with
significant difference between two groups (P < 0.05). After treatment for 3, 6, and 12 weeks, the levels of CD3", CD4", and
CD4"/CD8" in two groups were significantly increased, and the difference was statistically significant in the same group (P < 0.05).
After treatment for 3, 6, and 12 weeks, the T lymphocyte subsets levels in the treatment group were significantly higher than those in
the control group of the same period, with significant difference between two groups (P < 0.05). After treatment for 6 and 12 weeks,
TNF-a and IL-2 levels in two groups were significantly decreased, but IL-10 levels were significantly increased, and there were
differences in the same group (P < 0.05). After treatment for 6 and 12 weeks, inflammatory factor levels were significantly better than
those in the control group in the same period, with significant difference between two groups (P < 0.05). After treatment for 3, 6, and
12 weeks, the levels of AST, ALT, TBIL, and GGT in two groups were significantly decreased, and the difference was statistically
significant in the same group (P < 0.05). After treatment for 3, 6, and 12 weeks, the levels of liver function indexes in the treatment
group were significantly lower than those in the control group of the same period, with significant difference between two groups (P <
0.05). After treatment for 3, 6, and 12 weeks, the levels of PC-III, IV-C, LN, and HA in two groups were significantly decreased, and
the differences was statistically significant in the same group (P < 0.05). After treatment for 3, 6, and 12 weeks, the levels of liver
fibrosis markers in the treatment group were significantly lower than those in the control group of the same period, with significant
difference between two groups (P < 0.05). Conclusion Ganlong Capsules combined with Lamivudine Tablets has significant clinical
effect in treatment of chronic hepatitis B, can improve the liver function, liver fibrosis and the T lymphocyte subgroup expression, and
reduce inflammatory reaction, which has a certain clinical application value.

Key words: Ganlong Capsules; Lamivudine Tablets; chronic hepatitis B; negative conversion rate of HBV-DNA; negative conversion

rate of HBeAg; T lymphocyte subsets; inflammatory factor; liver function index; liver fibrosis marker
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SEAN%: ALT H%, HBV-DNA. HBeAg.
HBsAg %5 #srN%: ALT 2%, HBV-DNA.
HBeAg HJ%:[H, {H HBsAg iBHME; TN : Kik
B EIRFEARE s RN SE RN EGE o N
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SRS RN, 4524 6~12 AN TN I ALT
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KM SPSS 17.0 BAFHAT S22 50 0, PI4LiA
7RG AHSCIR bR AT I LR H ¢ K% HBeAg ¥
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], FFELNVE 8 B, MAREN 53.45%; I A5E
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x1 FABREIRKTHELR
Table 1 Comparison on clinical efficacies between two groups

il it AN/ I3 N FREl N5 TR SR/ ISERyELA
Xof 1 58 0 23 8 21 6 53.45
MEbig 58 1 35 12 7 3 82.76"

55X AL TP<0.05

"P < 0.05 vs control group

%2 WtHEZE HBV-DNA 1 HBeAg 35 [AFK tLAL
Table 2 Comparison on negative conversion rates of HBV-DNA and HBeAg between two groups
m . HBV-DNA # [H#%/% HBeAg ¥ 2/%
RT3 A BT 6 ™A BT 124 A HIT3ANHA T 6 M H BT 124 A

X 58 14.02 32.33" 51.297 3.12 12.87" 22.65"
T 58 14.80 54.39"4 752174 3.38 2645 4271

SRIA%EIT 3 M HHE: "P<0.05; 5XHARYILE: 4P<0.05

P < 0.05 vs same group after treatment for 3 months; 4P <0.05 vs control group in the same period
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2.6 PHLARTAHEILIEFREILER

1BIT 3+ 6 12 HJE, M4LEE G PC-IILL
IV-C. LN Hl HA 259697 07 W & FRAK, [RIZHya 77 1)
JE R ZE R A g R L (P<0.05); 69T 3. 6
12 A A G, 097 dUT A A br AT B2 T 1]
WA, WAHRERBEASIFEN (P<
0.05), UW.% 6.
2.7 WA RKN b
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Table 3 Comparison on T lymphocyte subsets between two groups ( X=*s )

411 n/H b gl CD3"/% CD4"/% CD4'/CDS8"

of i 58 T 69.59+6.83 39.99+4.98 1.39+0.34
BT 3 AN H 79.41+6.95" 47.2945.34" 1.46+0.36"
BT 6 M H 90.72+7.49" 55.63+5.81" 1.59+0.43"
YBIT 124N H 94.48+7.44" 64.33+6.19" 1.65+0.44"

BT 58 Epadill] 70.34+6.85 40.72+4.95 1.38+0.35
BT 3 AN H 91.11+£7.22" 53.64+5.60" 1.584+0.46™
BT 6 M H 98.76+6.90" 62.07+6.01"4 1.6640.50"*
YBIT 124N H 108.414+9.12™4 71.90+5.37"4 1.8240.51"

SRMAWITITE: P<0.05; SXHARYILE: 4P<0.05

P < 0.05 vs same group before treatment; 4P <0.05 vs control group in the same period

R4 MEBHERERFRELE (xxs)

Table 4 Comparison on inflammatory factor levels between two groups ( x*s)

ZH 5 n/fg YRYT I 1] TNF-o/(ng-L™") IL-2/(ng'L™") IL-10/(ng-L™")

X B 58 1BITH 56.84+6.30 53.17+4.69 81.25+8.39
BT 3ANH 51.38+5.92 51.25+5.39 88.94+7.43
Wi 64N H 46.2945.29" 43.9443.55 101.3548.94"
HIT 124 H 40.63+4.69" 35.48+2.95" 107.2748.93"

BT 58 RIT T 55.734+6.26 54.32+5.01 80.78+8.51
BT 3AH 47.45+4.30 53.04+5.67 94.114+6.93
HBIT 6 /N H 41.234+3.60™ 36.2242.98" 110.724+7.66™
WY 124 H 36.55+£3.32"4 25.8242.01°* 139.4749.50™

SRMEITRTHE: TP<0.05; SxiRAFYHE: AP<0.05

"P < 0.05 vs same group before treatment; * P < 0.05 vs control group in the same period
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x5 MABERTTHEIEIRILEE (x x5 )
Table S Comparison on liver function indexes between two groups ( Xz*s )
415 n/fl YBITIR) ALT/(U-L™Y) AST/(U-L™) TBIL/(umol-L ™) GGT/(U-L™)
Xof e 58 RIT T 165.30+12.33 153.34-14.39 96.70+8.07 144.96+12.75
BT 3 AN H 134.2949.57 126.50+8.93" 79.32+7.43" 119.29410.94"
BT 6 M H 102.95+8.63" 99.03+7.95" 57.23+4.94" 85.3348.60
BT 1241 64.49+8.65" 53.71+6.28" 48.21+3.29" 74.39+6.79"
BT 58 N=padill] 166.79+12.28 151.36+13.00 98.52+8.59 145.79+12.35
BT 3 AN 119.354+9.48™* 107.95+6.487* 71.46+6.94°* 101.634+9.18™
BT 6 M H 72.57+7.20" 63.75+5.60" 45.25+3.56™ 72.37+6.71°4
WBIT 1241 36.23+3.90" 38.63+3.22"4 20.49+2.18™ 46.66+4.39™
HR4AITRTHE: P<0.05; SxIBARIMEE: 4P<0.05
*P < 0.05 vs same group before treatment; P < 0.05 vs control group in the same period
K6 MABBITFHUIBIRLE ( x£5)
Table 6 Comparison on liver fibrosis markers between two groups ( x+s)
215 n/fg bE gl PC-III/(pg'L ™" IV-C/(ug'L™) LN/(mg-L™") HA/(mg-L™")
of R 58 RIT 198.224+39.26 245.54+41.32 175.254+23.42 284.77+39.52
BT 3N 173.03£24.27 196.83+£39.01° 159.72+£19.60° 251.36430.79°
YBIT 6 M H 149.64+17.35 151.33£23.18" 145.30+£17.35 220.55430.42°
HWIT 124 H 137.424+12.69° 129.95+18.47 138.334+14.29 191.88426.79"
BT 58 RIT 194.19+£34.32 250.35+-40.29 172.93+£25.92 287.53+38.48
W8I 3 M H 159.55+14.89™* 176.81+£37.08" 145.83+18.49" 232.87427.61°4
89T 6 N H 130.124+11.43"™ 137.544£20.51" 122.19+15.80™ 189.28+-24.78"4
WY 124 H 106.41+9.61°* 91.86+8.93"4 104.28+12.11"4 108.394+16.33™

SR : TP<<0.05; SXHE4LEIHLER: 4P<<0.05

"P <0.05 vs same group before treatment; P < 0.05 vs control group in the same period
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