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Table 1 Comparsion of the two groups

Index HBV negative HBV positive P

Age(years old) 56.36+13.16 48.71+9.53 0.341
HBV DNA(copies) 1250+543 84+38 0.000"
Lymphocyte(x10%L) 1.31+0.76 0.85+0.47 0.038"
ALB(g/L) 38.76+4.54 43.42+5.17 0.016"
TP(g/L) 69.51+7.36 70.75+5.12 0.469
ALT(U/L) 16.87+8.74 29.35+16.71 0.004"
TBIL(pmol/L) 9.87+3.51 13.82+5.76 0.012"
DBIL(pmol/L) 5.23+1.45 6.97+3.51 0.023"

Note : * : Compared with HBV negative group (P<0.05).ALB:albu-
min; TP :total protein; ALT :alanine transaminase;TBIL:total bilirubin;
DBIL: direct bilirubin.
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TE CIK 20 g 3% % 19 55 5.7.10 .13 [ 15d # 3) 46 fid 3% 1
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TR T 20 6 CTK 20 i Kl i b L, 9 20 200 i 7 AH 1)
B TR o5 Y 200 S S 2 ) LA TE W 2 e, WITESE Td A2
U 1 AR 8 0], 45 15d 75 Ab %k B0 A< 300 5 1 4
FEH CIK 403 58 % 1 Fe A 1, S 5d i HBY BRIP4 & +
HBV BIE4L, B IR A4 13d AEE 15d, X Fh 2 5 B A7 3%
P (P<0.05) ,HBV FH 4 20 40 Jfd 53 5 3 3 ) 249 A W1 AR 1 174
5 F1 306 15, 1 HBV BIPEZ 4331 111 F%F1 199 % (Table 2,
Figure 1),

Table 2 Comparison of CIK cells of the two groups

B=5x10" A, R 1B 68T i K

HBV negative HBV positive P
4 LA AL B A HEAT 53T Day Cell number Multiple Cell number Multiple Cell number  Multiple
1.3.4  CIK %m it =) 4 G 0 547 1 6.13+2.57 - 4.52+1.74 - 01421
£ CIK 40 i =] 4 B 12 47 %% 90 W 5 12.53+4.25 1.93+1.26 11.77+3.87 2.62+1.89 0.530 0.08
MR SIDAR e A DU S 1 K = B 7 42.81+18.24 7.66+3.03 38.56+10.65 9.54+3.50 0.053 0.09
A% i AT S O AE . i 10 295.00£186.32  41.2626.51 276.00+135.62 56.21+24.51 0.267 0.08
BRI X HBY [ HE 8 % g 13 64247836341 110596238 679.26:487.34  174.00£99.28" 0.331 0.01"
15  1132.4£823.72  198.97+94.20 1327.6+931.12 305.62+188.95° 0.253 0.01"

7 HBV DNA Jii £ B 5E | JF X 25

Note : * ; Compared with HBV negative group (P<0.05).
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Figure 1 CIK cells growth curves of the two groups
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Table 3 Subtypes of CIK cells in the two groups

A

HBV negative

HBYV positive

e R S Fa 5 7,00, M TR

Day 10

Day 13 Day 15 Day 7 Day 10 Day 13 Day 15

13.15d Welems 4 /B 4 Y CIK 4L, & eD3*

DUk B 4 i R T e R A fk, #h4E CD34
R, PILEF Y CIK 4k cD3'T 41 CD3'8°
Jitd .CDS*T 4 fiil .CD3*CDS*T 4l fitd .CD3*

17.1+8.9

69.2+16.8 81.1x11.7 90.6+5.4 91.3+3.8 72.7+11.5 82.9+6.9 90.2+3.3 93.3+3.5
14.6+8.6 14.3+12.2 13.4+11.6
45.8+15.3 55.1+12.5 61.9+13.5 63.8+17.3
CD3%56* 2.17+0.94 3.51+1.62 5.34+1.84 7.81+4.66 2.73x1.5

14.848.7 11.2+7.1 9.1+6.0 7.7+£5.7°
51.1+7.5 61.2+6.9 68.8+5.9 73.2+6.8
45+2.6 6.1£3.5 8.5%6.5

CDS6°T 4 Jifg b {51 42 it 5 57 i [ 32 <

Note : * ; Compared with HBV negative group(P<0.05)
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(Table 3, Figure 2),
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Figure 2 The tendency of the subtypes in the two groups
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2R HRA 13d 4 1SAHBV FHE 4140 i A9 1 58 4%
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HBV AP 20 8 5 10 bk L 20 B B3k 5 i 98 200 B0 42 o 8 0% £ 3R
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J A CD3*CDS6'T 4t , 1fii CD3*CD4 T 4il it J T4 41 240 B 1,
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