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FF4 209 HMGB1 mRNA HMGB1 23k i GRHXHED - 25 [ BRZH 43 914 1. 886 + 0. 253.,0. 086 + 0. 028, 45 7} 44 43
B 4. 718 £ 0. 341,0. 268 + 0. 043, 525 41 4% %] g 3. 005 £ 0. 331,0. 116 £ 0. 008; 52 % 21 /N B 1M 35 o ALT,
HMGB1, L XA A HMGB1 mRNAHMGB1 £k 7 R T AR (3 P<<0.001) . JIF 20 23 40 it 04 = I 40 i
N HMGB1 T8 GGRMEAL) 25 AR IRZH 0 1 £ 0 BT 143 52 4. 67 £ 0. 33 .4. 50 £ 0. 22, SCB 2 43 5] Ky 2. 67 *
0.21.2.33 £ 0. 21; 52 % 20 /) B 41 2340 g 98 = JF 40 j 8 HMGB1 i #% ¥ % T 8 8 20 (3 P <<0. 001),
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Protective role of high mobility group box-1 protein antibody in ConA-in-
duced liver injury in mice

HUANG Ze-bing , HUANG Yan, ZHOU Rong-rong » CHEN Ruo-chan , YI Pan-pan, LI Ning ,
FAN Xue-gong (Xiangya Hospital , Central South University , Changsha 410008, China)

[Abstract] Objective To detect the protective role of high mobility group box-1 protein (HMGB1) antibody in
concanavalin A(ConA)-induced liver injury in mice. Methods The healthy male Balb/c mice were grouped into con-
trol group (saline injection) , model group(ConA injection) and experimental group(ConA + HMGBI1 antibody injec-
tion). After 6 hours of injection, mice blood was collected for detecting alanine transaminase (ALT) and HMGB1,
liver tissue was used to do HE stain, Tunel, and immunofluorescence detection. Results Pathological inflammation
in experimental group was slighter than model group. The levels of ALT and HMGB1 in mice serum were (52, 00
8.34)U/L and (7. 54 £ 0. 53) ng/mL in control group, (5 551.50 £ 1 445, 74)U/L and (18. 06 £ 1. 65) ng/mL in
model group, (1 977.40 £ 654.89)U/L and (10.77 £0. 71)ng/mL in experimental group, respectively; the expres-
sion levels of HMGB1 mRNA and HMGB1 (relative value) in liver tissue were 1. 886 * 0. 253 and 0. 086 £ 0. 028 in
control group,4.718 £0. 341 and 0. 268 = 0. 043 in model group,3. 005 £ 0. 331 and 0. 116 £ 0. 008 in experimental
group, respectively; the expression levels of ALT and HMGBI1 in serum, as well as HMGB1 mRNA and HMGB1

in liver tissue of experimental group were all lower than model group(all P<Z0. 001). Apoptosis and HMGB1 migra-
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tion in the liver cell (normalized) were 1 £ 0 and 1 £ 0 in control group, 4. 67 £ 0. 33 and 4. 50 £ 0. 22 in model

group,2.67 £0.21 and 2. 33 £ 0. 21 in experimental group, respectively; apoptosis and HMGB1 migration in liver

tissue of experimental group were both lower than model group(both P<Z0. 001). Conclusion HMGB!1 antibody can

improve the pathological injury of liver tissue, and protect mice liver against the injury induced by ConA.

[Key words]| HMGDBI1 antibody; high mobility group box-1; concanavalin A; liver injury; protective role; liver in-

jury model; acute liver injury; mouse model
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Pathological change in mice liver tissue (HE stain, n=06)

Figure 1

2.2 RFEBmA T ARELA T
TR 2SR RN 120,84 Jy 4. 67 £0. 33,52
R 2.67 0. 21, FHLE . EFARITFEX
(F=65,P<<0.00D); 5P W L, Z 78 A 50T
S (3 P<C0. 05) . S 56 20 i 20 25 40 At 0 T R
BTHRAIA .,

2.3 M HMGBl 28 #F0 MEEBER
) HMGB1 Chr i A 3 3 72 B < 25 L6 BRA R 1
0, BB N 4,50+ 0. 22,5200 4 N 2. 33 £0. 21,
FHWK, R ALY L (F=99.12, P<
0.001); I L. 2 R A G it 8 L P<
0.05), 5541 HMGB1 B8 s migl b, WA 2,
2.4 MR bEF ALT 4= HMGB1 £ % 551
X HEZH /N B WS o ALT 5(52.00 £8.34)U/L, #5
HIZH S (5 551. 50 = 1 445, 74) U/L, SZ 3 4 N
(1977.40 £654. 89 U/L., F£4 L. ZR A%
BN (F=9.27,P=0.002) ; B i, Z 594

Siifap i L (¥ P<<0.05) , 52 B 20 /N BRI ALT
RTERA, WK 3, /R E S+ HMGB1: 25
XFBEZH F (7. 54 £ 0. 53)ng/mL, BEEI 4 (18,06 +
1.65)ng/mL,3E5 20 >4 (10. 77 £ 0. 71 ng/mL, %20
Fo#, 22 5 A Gt X (F=24.76,P<<0.001); %
P ELA 25 S R Ge 2 7 L (H P<<0..05) , S 4
/NEUIIYE T HMGB1 IR TR AL .

P <0.05

Dot ot g
hououo
R

]

)
=)
:
HH

FrRiEAL I HMGBI i+
S i

oo
[=NV))

B ‘

25 3 Bl o

Sl

s

2 JF4iMlh HMGBL iE 815 4 (n = 6)
Figure 2 Migration of HMGBI in liver cells(n=6)
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Figure 3 Change in serum ALT level(n =6)
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