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[ Abstract] Objective To investigate the features of peripheral blood mononuclear cell (PBMC)
secreting interferon-alfa (IFN-a) and evaluate the function of pDC and monocyte to produce IFN-a in patients
with chronic hepatitis B virus infection. Methods The fresh blood samples were collected from 16 patients
with chronic hepatitis B, 16 age matched patients with HBV carrier and 18 age matched healthy individuals
as controls from July in 2012 to March in 2013 in Peking Union Medical College Hospital. PBMCs were
isolated, respectively and then stimulated in vitro by CPG oligodeoxynucleotides (CPG ODN)2216 or
polyinosinic-polycytidylic acid (poly I:C) as stimulators and measured by enzyme linked immunosorbent
assay (ELISA) for IFN-o production. Results With CPG ODN2216 stimulation, the level of IFN-a
production was 31.20 (7.33-44.04) pg/ml in CHB group, 109.91 (13.74-240.27) pg/ml in HBV carrier group
and 107.95 (48.59-227.33) pg/ml in healthy control group, respectively. Lower levels of IFN-a production in
CHB group were observed comparing with in healthy control group (Z= —2.691, P = 0.007), and with in
HBYV carrier group (Z= —2.206, P =0.027). There were no significant differences between the three groups
(F =0.628, P =0.427) with poly (I:C) stimulation. Conclusions There was no significant difference in
IFN-a production from PBMCs pulsed with CPG ODN 2216 between HBV carrier group and healthy control
group. Impaired function of pDC secreting IFN-o was found in the patients with CHB, while no significant
difference in monocyte secreting. It suggested immune suppression is present in patients with CHB.
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S A A R 2216 (cytosine guanine dinucleotides
oligodeoxy nucleotides 2216, CPG ODN 2216) F1%E
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CHB 71 16 3.00 (12/4) 38.06 £ 11.10 11 (68.8) 10 (62.5) 6.25+ 1.46
8 HBV #5541 16 1.00 (8/8) 32.63 +10.68 5 (31.3) 6 (37.5) 6.49 £ 1.12
fe g I 18 1.25 (10/8) 32.11 +7.80 1 (5.56) — —
e =7 fEREARE BT

R 2 FA U TFN-a R ELE (pg/mD)
" CHB 4 HBV i 7 4l ik RS IR AL
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TR 9.55 (2.52 ~39.12) 6.17 (3.14 ~ 38.28) 3.50 (1.35 ~ 14.97) 0.939 0.934 ~ 0.943
ODN2216 31.20 (7.33 ~ 44.04) 109.91 (13.74 ~ 240.27) 107.95 (48.59 ~ 227.33) 0.018 0.013 ~ 0.018
Poly (I:C) 37.50 (4.40 ~ 44.45) 10.44 (3.46 ~ 36.08) 7.06 (2.89 ~ 22.80) 0.427 0.432 ~ 0.451
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95%CI 0.287 ~ 0.305 0.000 ~ 0.000 0.000 ~ 0.000
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T pDC % [fil 1) Toll ¥ %% & (Toll-like receptor 9,
TLR9) , nJifi if myD88-IRF7-NF-«kB Fl{i¢ 4 %4 J7
1Ak B A S (mitogen-activated protein kinases,
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Hansmann 25 “ 1 57 & BL, 84 4% 41 i 7R 23 il
AH M 1) IFN-0.  HUA% 41 i =y ik TLR3, ik &
% TLR7 Al TLRO®, JLA5 BAAN 4% 411 Jfd 43 34 TFN-a
B, T A% R AE PBMC b BG4 KT
pDC e, Rk, @l PBMC 43 i IFN-o [ 5
PR W, S, ARWFITR I, E AR AL,
TLR3 #l3##] poly (I:C) [ E;FF )5, 43 IFN-a
BEARNEFWMEL (P=0.259) . HBV 1 4 41,
CHB A I T R AE I Ole WFFTCIESE, pDC 4y i
IFN-o 10 3 0 T i 41 . HBV #5717 41 A fil et
Hrh, 2 CPG ODN 2216 Jil3#Ur 43 WA M) IFN-o H
WY& & 148 poly (1:C) Hill¥ 73 Wb, {H CHB 41,
pDC 5 L% 41 i 527 )5 43 WA 1) TFN-o & 22 5 G
it p i X, #% CHB Hi# & 4 pDC 43 IFN-a
N,

BEAEHT ST, pDCL it Cowan4r i (0,7 45 Bk
(Staphylococcus aureus Cowan, SAC) ',
afi Pk Z i 75 (herpes simplex virus, HSV) U,
S5 DNARCPGEF (DNA containing CPG
motifs) "HIBE, M WATFN-ok 3 FFG. A
WF5 8 FH [ ) 4 5 4 CPG ODN 2216, 7R-7%31 T [A]
FEMSE 18 . CHBAL S i Hext 414 Lk, CPG ODN
2216335 /3 WA I TEN -0k 2 35 J A%, $27xCHBA
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35 (entecavir, ETV) PUREEIRITIN I EHE,
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A2 XA T R, WBDCA-2 (CD303) , ILT7

(immunoglobulin-like transcript 7, CD85g) ,
FcRIla (CD32) 2%, XuZ§!"Hgi, HBsAgh: 2
HiIBDCA-25pDC&i &,  Ei4l bkl 115 5 0
[X-f-1 (suppressor of cytokine signaling-1, SOCS-1)
2215, FHITLRIA 3 ()pDCr WATFN-alf) fig
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FIEFTHNE], A2 B G g 52 A S R T AL S Y

(immunoreceptor tyrosine-based activation motif,
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HIBERE 4l i 431k 22 3 (myeloid differentiation factor
88, myD88) . Kk, TLRIASFHIFN-0
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o
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IL-12 7= A (R B 3k 59 U s i bt 13 3 7
[ FEf 4518 7. Beckebaum 45 " WF 5y KRB, EA%
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(lipopolysaccharide binding protein, LBP) #j#i{E,
rHBsAg 1 ] 7 CD14" 5 4% 40 g /™ 2k 4il g 8 1,
&7 CD14" H A% 40 i 47 785 7 1 rtHBsAg % 14,
g1 AL A M D REFI . A ST R R I CHB 41
PBMC %5 poly (1:C) FRIRIR 73 ¥ (1) TFN-a. 55
HBV #5447 & 241, (RN IR AAAE 7, AT RE S b
AEEDA R WA RERE RIS HBV &AL TFN-o
I3 USSR T BRI AL SR, T Al A% 41
BE— L WS TT 73 26t pDC A AZ 40 L, 23 5l
FHNE R4 LR, B A 0 TFN-o0 A7 T8 T B

AHIEFE R I S B B R UK 5 1) PBMC R A%,

WESE T CHB 4474 pDC 43 Wb IFN-a Bl Ff, 0 AIK
T HBV 4547 2 AU B A, 25 BB T dE. X
N VR SRR P or W T B, ML e R 7 HE KUK I
R T @S BT A R DN
W BRYE, Fi8h, TS ST R, REAT ik
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WA, LIR35S AT SE LS I 4518
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