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Recent advances in research of dengue virus receptors

XIAO Rui” . JIANG Zhen-you (Department of Microbiology and Immunology. College of Medicine, Ji’nan University, Guang-
zhou 510632, China)
[ABSTRACT] Dengue virus receptor is one of the hot issues in the investigation of dengue virus. The structures of many recep-
tors, such as proteins, Fc-R, heparin sulphate and LPS/CDIl4-associated binding proteins, have been confirmed. Recently,
great progress has been made in the research of some special receptors found in cells suseptible to dengue virus, and protein
compositions binding to the virus membrane domain have been isolated from several susceptible cell lines. The candidates for the
composition of the receptor can be catergorized into heat-shock protein, glucose regulated protein, laminin receptor, DC specific
ICAM-3 grabbing non-integrin.etc. This article reviewed the recent advancements in the study of dengue virus receptors.
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B ¥R T (dengue virus, DEN virus)J& T &N #F, A 4
ol I3 Y, 22 3 K ORI SO G B B O B AT 5
H & F A (dengue fever, DF) & H Il #4 (DHF) 1% # 4K
LA AE(DSS) . Horf DHF A1 DSS € Uk 4R i = 224 3
5] 180, DU LS AE $ A B R B 2ttt R R 10%
A O RE, DF & 1998 4F J5 4k e ¥ 5 fie 1 B2 19 #0007 8k e
PEPERG  WHO A 718 45005 % 19 R B 4F 23 1 12 DF.50 7
DHF #1 25 000 ABET-0T, #5055 8 77 LA 28 3 Fh AL il gk e
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LA Y Fe Z R4 G i B AR BRI EOD S
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XL R NP AP S A8 1 R R AR B WHRR Z
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B8 1 1 B R 45 R A BB C6/36 41 A 25 115 180 7 4
B A YA 5 T (virus overlay protein bind assay, VOPBA)
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1K, AT LU B A 4 LPS AT L BH U 8 8 3 o e/ B
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B 30 BF 55 UIE S 8 5 1 T DAL B A D, Liu S
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TEA PRI G R A2 AR R, BRI 2 A
R LRI T = AT A HS. 33X 2 T 3 — B 1Y 2 210 R b
(glycosaminoglycans,GAGs) , il IVE R 3Z 1R 5745 4 B4R &
W EHHES.

BT LA b 5 iR 4 M L 28 WF 9% UE S5 8 S 1R U Vero,
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SRR AN AT AT, L LR R D E AT
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T H 78[ glucose regulated protein 78, GRP78(Bip) ], Al LA il
BHIRR EE ALK LG58 Bk B AR A5 M
GRP78(Bip) /& —Fl e sk B I E sk E el 1. 5 B R sk
M IR Y E AR . MR ITA GRP78(Bip) Y
Fk U R A0 T 1 P8 B A — Bl A R BE A (Cox-
sackie virus,CoxV) B W 58 /" GRP78 (Bip) 1F Jy Wk B 3L 32 1Ak
W —#B5r . S 5WE S UM R EAER ., FFEDFE &R
GRP78 T gt U2 8 4590 35 76 T 4 Bl [ 32 ik iy — 3B 4y, 38
TRA BB 5% 75 oK GRP78(Bip) Y B 5 B e Yo 25 — A~ Xof 25 4
9 75 3E 5 IR 09 400 R L O 5% 1 A A R O A B Ak Sk B R B Y

JH [H RE B )7 % Thepparit 2505 78 & & 95 85 8 4L 1Y
HepG2 bl i — AN AH XS 43 F B iy K29 37 000 943+, i
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37 000/67 000 laminin receptor (LAMRI) # T 4F FH 18 & %
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B HIB 20K 4 B (dendritic cell, DC) J2 & &5 75 J8% Y 1)
AN, FiE T DCs Rl M H BB R0 C R R 2
& (DC specific ICAM-3 grabbing non-integrin, DC-SIGN) , fi
5 W UE B2 M HE R PR B L E AN & HIV 5 DC %3
B 32 A 43 192 Navarro-Sanchez %2V £ 5E T DC 4%
A RE AR 1L B R/ S A DC-SIGN 2 2] 7 56 8 R
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R SR AN AT AR R o R 1 Y, - PR K
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P DC-SIGN J& il i A B 1 ik K Ak A 03 31 (carbohydrate-
recognition domain, CRD) 5 DC 41 ifg 5t 38 181 & 4 H &2 4 A 1%
ML H BRI A S A . JH DC-SIGN CDR %7 544
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AT LA D 90 6 5 B B R e, I B TR BE-E 4 Y b A
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R, DL EScss ¥ 3 8], DC R % 4 05 8 10 48 40 i
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IYB T SRR B2 A ) IR G R A2 R B9 AR TR K 1R R
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ARER R AE R X 5 HE =AM — 80, AR
FETER — 40 b Z AR TEAR — RIS A e L 2 ] — Fop
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Hsp70-like protein 1 fusion protein enhances induction of carcinoembryonic antigen-specific CD8* CTL re-

sponse by dendritic cell vaccine

Wu Y, Wan T, Zhou X, Wang B, Yang F, Li N, Chen G, Dai S, Liu S, Zhang M, Cao X (Institute of Immunology, Second
Military Medical University, Shanghai 200433, China)

[ABSTRACT] Heat shock proteins (HSP) have been revealed to interact with antigen-presenting cells and have potent adju-
vant capability to induce antigen-specific CD8" CTL and Thl responses. Our previous work shows how Hsp70-like protein 1
(Hsp70L1), as a new member of the Hsp70 subfamily, acts as potent Thl adjuvant. Here, we report the efficient induction of
tumor antigen-specific immune response by dendritic cells pulsed with recombinant fusion protein of Hsp70L1 and CEAs 660
fragment of the carcinoembryonic antigen (CEA) containing CAP-1 (a HLA-A2-restricted CTL epitope). Fusion protein
CEA576600-Hsp70L1 can promote dendritic cell maturation and activate dendritic cells to produce cytokines, such as interleukin-
12, interleukin-1beta, and tumor necrosis factor-alpha, and chemokines, such as macrophage inflammatory protein-lalpha,
macrophage inflammatory protein-lbeta, and regulated on activation, normal T expressed and secreted, indicating the adjuvant
ability of Hsp70L1 in the fusion protein. CEA-specific HLLA-A2. 1-restricted CD8" CTLs either from patients with CEA™ /
HLA-A2.17 colon carcinoma or from splenocytes of immunized HLA-A2. 1/K" transgenic mice can be generated more efficient-
ly after stimulations or immunizations with dendritic cells pulsed by CEAs;600-Hsp70L1 than with dendritic cells pulsed by
CEAs76.660 alone, resulting in secreting more Thl cytokine IFN-gamma and killing target cells more potently in an antigen-specif-
ic and HLA-A2. 1-restricted manner. Adoptive transfer of splenocytes from transgenic mice immunized with CEAjszq 60
Hsp70L1-pulsed dendritic cells can inhibit tumor growth and prolong survival in nude mice bearing CEA™ /JHLA-A2. 17 human
colon carcinoma more markedly. Therefore. Hsp70L1 has potent adjuvant effect in form of fusion protein, indicating that
Hsp70L1 may be widely used as Thl adjuvant to prepare antigenic fusion protein for the therapeutics of cancer or infectious dis-
eases.

[Cancer Res,2005, 65;: 4947-4954 ]



