2023 43 H o [ 5256 Sh P A 4 March 2023
B3k B3I ACTA LABORATORIUM ANIMALIS SCIENTIA SINICA Vol. 31 No. 3

BRI IIRR R B A5, ST R RE S bR )/ U BRI e B [J]. h SR shMoa i, 2023, 31(3) : 390
-396.

Li YR, Shi CH, Zhao Y, et al. Research progress in mouse infection models based on the immune escape mechanism of dengue virus
[J]. Acta Lab Anim Sci Sin, 2023, 31(3): 390-396.
Doi: 10. 3969/].issn.1005-4847. 2023. 03. 014

5 I B e IR AL B9 /) B
SRR YL AR AR 57 o SR
KK E,REBEEL KB
(1. FEZ R B2 B WP S22 71600032, 48 7 BRI sh ol 154 710032)

[fBE] BT (dengue virus, DENV) JBRYL S [ U&7 RO R PESON | BRYe AR5 ] 1 P42 7
RN R B R R . BT DENV EZ5E i HHT A THE 3 (interferon, IFN) {5 538 F§ 19 £ 5 % b i
AR R G TR ) S5 e T/ BROR SR X DENV G B HSHT T, BRI — B LSRR SO Bl i A4 2 TFN
15538 B AH DG 43 F bR 09/ AR R SR S2 3 DENV ()8R J%  (BARMEER & ] DENV B 1Y RAFAE . AR SCEES T %
HOREEIL T IFN A5 538 0 e e b AL , 3BT T HCAH R A Al B /) RS 280 7 5 B i I O DL L 88 T AN 24
F R P ) R B I 2 A m B /N B Bt b | aE— 25 A7 AU Ak s 1T BB 23 3R A5 B A AL R DENV IR 5
AN R 2 AR 1) /N RSS2

[REER] BHRE; kR TR /N RER

[FESZES] Q95-33 [ XEk#RIREG] A [ XEHS] 1005-4847 (2023) 03-0390-07

Research progress in mouse infection models based on the immune
escape mechanism of dengue virus

LI Yiran"?, SHI Changhong®, ZHAO Yong”, LYU Yuhong'* , ZHANG Caiqin*"*

(1. Yan’ an University School of Medicine, Yan’an 716000, China. 2. Laboratory Animal Center,
Air Force Military Medical University, Xi’ an 710032)
Corresponding author; ZHANG Caiqin. E-mail: zhangcaiqin-beibei@ 163.com; LYU Yuhong. E-mail: yuhonglyu@ 126.com

[ Abstract]  Dengue virus ( DENV) infection is the most widespread viral disease transmitted by insect vectors
worldwide. Mild and severe clinical dengue disease processes can occur after human infection. DENV escapes recognition
and attack by the immune system, mainly by resisting transduction of the human interferon (IFN) signaling. Moreover,
mice are naturally resistant to DENV infection. Therefore, researchers have been attempting to induce DENV infection by
establishing a mouse model devoid of IFN signaling pathway-related molecules. However, it remains difficult to accurately
replicate the clinical characteristics of DENV infection. This review summarizes the immune escape mechanism of dengue
virus by IFN signaling pathways. This article also analyzes the applications of the mouse model devoid of such pathways to
uncover the pathogenic mechanisms of dengue virus and develop effective vaccines and drugs. In conclusion , we in propose

that a better mouse model that closely simulates the processes of different diseases after clinical DENV infection may be
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established by modifying the present models in humans.
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