WaTHE W1 AT R B 27 B o i Vol. 47 No. 1
2025 4F 2 A Journal of Youjiang Medical University for Nationalities Feb. 2025

' LB BRI, Y B, 4. HBV C Sz 3 PR A% 5 o 4% 35 DR /IS BRUAA 1P 6 25
' TP BRI A A L), A VT R R 2 B 2 . 2025, 47 (1) 1 50-55.

2 SIS NS SIS SHIS SIS SIS SIS SIS S-S SIS SIS SIS SIS SIS SIS SIS S SIS SIS

(3% 506 KiRiE]

I I

HBV C & [F 5 #% B8 o 3% 5 [F /N B N 9w 5 a1 e #0610 R

FRY,EWE,PER,FHO L IFER BCSE W, KIRE  RER!

1. FIRKEFGEMBEREFAR P, BEREEGARGERI> TV ARELALRE,
BETHARGRAFLHMEHRERAERE, BHERBRERAEFHEFO, B HE 5330005
2. FTEHHFEHRF¥E-—MEERRRA, B ®ET 5300003
3. BMEFKMBEERBEKRA,”H Ak 541000;

4. THEETARER ALIRKEFHKMEFRFERARA,® HE 533000

# E.HH #HIET HBV C R #H4 M % (Antigene LNA MR EH NS AN B EEEMME K E, HE ¥ 24
A HBV #ZEEHNRENA N 4 4 (n=6),4 % H KL H 8% #% (Antigene LNA) 41 47k %k & (3TO 4 . & % F 5| (NC)
4 fn % A (Blank) 4, # & Antigene LNA 4 NC 41 f# Blank 4 /N 84 0.5 pg/g EH A E. 25 EE 1 X . $ 3 K& 5
KA R O 5 400 uL 5% GLU-M & F % & 4-Antigene LNA 400 pL 5% GLU-FH B F R 44 — % % F 7,400 pL
5% GLU-F B FR &4 3TC AR 10 pg/pL WK X EFREREEF 2K, %48 7d, XA LK LEE PCR
Al HBV DNAL & %ok b 2 & i 46 3 i 7 HBeAg . HBsAg, % 7% 41 L4 3 Af i HBsAg.HBcAg %1 # [0 4 % . HE
R WA G AL mE i, B8R BFEWNSE 7T K. 5 3TC 4.NC 4. Blank 4 I %, Antigene LNA 41 i 7
HBeAg.HBV DNA . HBsAg 1 #| £ 0] B 1K, 2 # 8 %1% & X (P <<0.001), Af A4 4 HBsAg.HBcAg i 4 &
Al BETHECP<<0.00D), NAF . BHALABEMTE AL T, &€ Antigene LNA # A B3 #4K  HBV 7 #
JE M,y HBV 2t B 36 97 42 B 37 10 36 07 K% .

b3 ORIV E SR NN WA NSk

FES %S :R373.21 X ERARIRED : A XEHS: 1001-5817(2025)01-0050-06

doi;10. 3969/j. issn. 1001-5817. 2025. 01, 008

Inhibitory effect of HBV C antigene locked nucleic acid

on viral activity in transgenic mice in vivo

WEI Wujun', XIAO Shurong®, DENG Yibin', LUO Yanhong', XU Guidan',
HU Rentong', PENG Bin®, NONG Shungiang', CHEN Xiaohao'

(1. Clinical Laboratory Center , The Affiliated Hospital of Youjiang Medical University for
Nationalities; Guangxi Colleges and Universities Key Laboratory of Clinical Molecular
Diagnosis for High-Incidence Diseases in Western Guangxi ; Key Laboratory of Clinical

Molecular Diagnosis and Research for High-Incidence Diseases in Baise ; Guangxi
Clinical Research Center for Hepatobiliary Diseases, Baise 533000, Guangxi, China;

2. Department of Laboratory Medicine , The First Affiliated Hospital of Guangxi University of
Chinese Medicine » Nanning 530000, Guangxi, China; 3. Department of Laboratory Medicine ,
The Affiliated Hospital of Guilin Medical University , Guilin 541000, Guangxi, China;

4. Department of Laboratory Medicine , Baise People’s Hospital ,» The Affiliated Southwest
Hospital of Youjiang Medical University for Nationalities, Baise 533000, Guangxi, China)

EEWE . 7658 75 4 200 BT L 6l 68 142 7H 91 B (2021KY0538) s A W R F R S AT R iR W B (7 #
20213242)

FE—EE BRI B FEAREIN, G 7 0] 2 W 5 A IR YT  E-mail: wiw1433@163. com

WIREE Pk, B B W B B g A L W5 O ) SR 2 W 5 A YT E-mail : dengyb75@163. com
50 —



2025 4E A5 VT B 2 2 e 2 R 1M

Abstract ; To investigate the inhibitory effect of HBV C Antigene locked nucleic acid ( Anti-
Methods

randomly divided into four groups ( # =6): Antigene locked nucleic acid (Antigene LNA) group, Lamivudine

Objective
gene LNA) on viral activity in transgenic mice in vivo. Twenty-four HBV transgenic mice were
(3TC) group, negative control sequence (NC) group, and Blank (Blank) group. Mice in the Antigene LNA
group, NC group. and Blank group were injected with 400 puL of 5% glucose (GLU)-cationic polymer-Antigene
LNA, 400 pL of 5% GLU-cationic polymer-non-specific sequence, and 400 pl. of 5% GLU-cationic polymer,
respectively, via tail vein injection at a dose of 0.5 pg/g on days 1, 3, and 5. Mice in the 3TC group were ga-
vaged with lamivudine solution at a concentration of 10 png/pL twice daily for 7 consecutive days. Real-time flu-
orescent quantitative PCR was used to detect serum HBV DNA, while magnetic particle chemiluminescence im-
munoassay was employed to measure serum HBeAg and HBsAg. Immunohistochemical staining was performed
to determine the positive rates of HBsAg and HBcAg cells in liver tissue, and HE staining was used to observe
Results

histological changes in liver and kidney tissues. On day 7 post-treatment, compared with the 3TC,

NC, and Blank groups, the Antigene LNA group showed significantly decreased inhibition rates of serum
HBeAg, HBV DNA, and HBsAg ( P <<0. 001). The percentage of HBsAg- and HBcAg-positive hepatocytes

decreased markedly ( P <{0. 001). No significant changes were observed in the histological structure of liver

and kidney tissues in mice. Conclusion

Antigene LNA can effectively inhibit HBV viral activity in vivo and

provides a novel therapeutic strategy for HBV gene therapy.
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