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Abstract

AIM: To investigate the frequency and
phenotype of circulating myeloid dendritic cells
(mDCs) in patients with persistent hepatitis B
virus (HBV) infection.

METHODS: Peripheral blood was collected from
28 chronic hepatitis B patients and 21 healthy
blood donors (used as controls). CD11c” mDCs
were isolated by immunomagnetic selection.
Flow cytometry was used to analyze the fre-
quency of circulating CD11¢" mDCs and costim-
ulatory molecules CD80 and CD86 on freshly
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isolated mDCs.

RESULTS: The frequency of peripheral mDCs
in patients with chronic HBV infection was sig-
nificantly decreased as compared with that in
the healthy controls (0.38% + 0.61% vs 0.77% *
0.56%, P < 0.05). Respectively, mDCs frequency
inversely was correlated with ALT levels (r =
-0.374, P < 0.05) and HBV DNA level (r = -0.435,
P < 0.05). Statistic differences of the mDCs fre-
quency also existed among patients with dif-
ferent liver inflammatory levels. Both CD80
and CD86 expression on freshly isolated mDCs
surface were lower; however, CD86 expression
in the patients was relatively higher than that in
the control (45.26% + 21.54% vs 18.71% +10.93%,
P <0.05).

CONCLUSION: The percentage of CD11c"
mDCs decreases but its CD80 and CD86 expres-
sion levels are not impaired in chronic HBV pa-
tients. Serum HBV DNA load and liver inflam-
matory level may have some influences on the
percentage of peripheral mDCs.

Key Words: Hepatitis B virus; CD11c" myeloid den-
dritic cell; Frequency; Phenotype
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1 2B JH 98003 75 FF 2R I G S i it Je S HBV
TR REAE 18 32 G0 08 N 5 BT 4 i 52 451 55 2 o
K215 2. #5IR 41 i (dendritic cells, DC){E A —
AN TR S 34 B 0 A I T R B R A .
S MLCD 1 e BEFE Y SRR i (mD C) AR A%
20 0 SR Y5 B SR 4 9 (monocyte-derived dendritic
cells, moDC) M eI HH D C Y f et ML M.
X TCD11e mDCHE . RAFI Y RESFRE s 1 43
B B3 A TS b 1 ARD CAE NS 1 LAY 58K
TRHLE T RE R, o4 4 5 AT REJT RE IR DC
HEAR I G BB TT PR AT 2R VRS AT R0
18 ZF R4 EILCD 11" mDCIV R X ECR K
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1L 18 T L BT 48 g 28, 51941, Lo, 4E
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BTG, 180 4R 28 88 M ALT/K-G
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X107-4.10X 10" copy/L. feHexf FEZH2 145 (39 Ny
AR ER T, RRHER: 20 ORI 28005 15 A oAt
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i, Ze8tl. T B R A R I R AR 4
AN HE )L R A0 2 250 F Sigma A Al
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CD56)mAb A [f] B} i R 1g G 10 H Caltag A 7l
B APE)RIC RPTACDL e mAb, J#E
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[ 284 %6 L) Fi I g G2a/1g Gl H eBioscience A 7l
BDCA- IR SR i 53 251877 S 15 74 ] 56 R 4
A w); FACScaliburiit 2041 e A% [ J2 [ BD 2 .
12 7k

1.2.1 s R samDCHR FAaml: 43 241 F L A%
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[ s 52 [ R0 R, Bt xRl PSR . Lineage'
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CDI19#i¥k . BDCA-1"EM E ik 5100 uL, &
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HFITC-rid il Pt ACD80 mAbRIPE-Fric Sl bt
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SE , [F] IR 7] 250 L
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0.0 L saadifuitian v 2.4 #1884 BCD11c’ mDCar A & A sk il 4l
BIEZ R RBE R
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SERRETESY, AL 2R 90T 73 2 H 2 RHATVF 43
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TR ROREHAL = 13-183KX1 70 T R RESRFEFE B
BiitZ AT N FISPSS13.08 3 T e it 2
AbFR ) EZS A B mean + SDFR IR, 41 %L
PO AR FH AL 56, 22 21 350 55011 S8 35 T A 56 R FH
K25 5 22 3 i AR S BOH G40 i R I Spearman
KDY HT. P<0.052 57345 4o vt 275 L.
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2.1 %1 A samDCHR & o9 T AL TR0 B R
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1 Pk I 5538 S 2 148 15 6 TR A Ifilm D C fy
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vs 0.38%+0.61%, P<0.05, [&I1).
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DNAK-F# X & 8% 4 EZE AN lmDC
SIS 5 B N H A LT/KF 250K =
-0.374, P<0.05, KEI2A), 539 5 3w 2 0 5
U@ = -0.435, P<0.05, [K12B). Fedi A i
ALT/ACEE— ¥ g 40 R < U5 IEH ERRYE
FIZ1(<1 ULN, 7f), 1-2f%1E% EIRVERE41(1-2
ULN, 94il), >2£ IF % 1By Fl 41 (>2 ULN, 124),
344N mDC & PBMCHI 1143 E 23 394 0.73%
+0.71%, 0.47%+0.77%, 0.10%=+0.20%. ALT<1
ULNE 2 mDCAHIN 1170 $05 T ALT>2 ULNAE
B, FE A G R L(P<0.05, EI3A).
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