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Fig. 1 Suvival curve of experimental acute
alcohol mouse model
Mice (6 per group) were pretreated with Radix Hedysari preparata vs
saline, following alcohol (10.6 ml/Kg, 50% v/v through intraperitoneal
injection), and survival was assessed 72 h after alcohol administration.

e—e: Saline; A—A : Radix Hedysari preparata.
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Fig. 2 Biochemical markers change in serum

Mice (6 per group) were pretreated with Radix Hedysari preparata vs saline, following alcohol (10.6 ml/Kg, 50% V/V through intraperitoneal injection),

Serum were collected at indicated points and biochemical markers were measured. [1: Saline; [ : Radix Hedysari preparata.

2.3 BRSBURKATHE HMGB1 B9

SCHRAR 2 H T P PR g ] 1 48 R
FEAIR OB, BAARC R a4 o R I A% 4 i
PR PEAN B 7 (55 TNFa AT IL-1B) [ 7= 4= .
HMGBI1 BN ARgi s i, ORI MR+, i
MRS58 W, SRS b # 1f3F oh HMGB1 J
s AT A S B O I Ol A2 EAE |
EA Y HMGB1 B B2 25 /b BRUS A4
MOdEAT 8 9%, B E P IMAA IR B0 0.5%-
2%) NS, B59% 3 h SR R IR B, N
ELISA ] 3% HMGBI1, %558 Boriiks 555
W3 HMGBI1 JtaE,  HAT AR (K 3).

400}
I

300+

200

100}

p(HMGB1)/(ng*L")

0

0 0.5 2
p (Ethanol)/%
Fig. 3 Supernatant HVIGB1 of cultured primary
hepacytes treated by ethanol
Ethanol was added to the medium with appropriate concentration and

supernatant was collected at 3 h, and HMGBI1.
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Fig. 4 Protection of anti-HMGB1 monoclonal antibody
in the experimental acute alcohol mouse model
Suvival curve in experimental acute alcohol mouse model. e— o Saline;

m—n . oaTNFa; o—o: «HMGBI.
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Fig. 5 Administration of anti-HMGB1 monoclonal
antibody result in serum IL-6 level decrease
Mice(6 per group) were given acute alcohol(10.6 ml/Kg in intraperitoneal
injection), following pretreating with « HMGBI1. Serum were collected
0,4, 8, 12 h after alcohol administration. [J: Saline; E: «HMGBI.
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HMGBI1 Plays a Key Role in Acute Alcoholism”
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Abstract
It leads to multiple organ functional damage such as central nervous system depression, respiratory and circulatory

Acute alcoholism is a common pathological state caused by excess intake of ethanol in a short period.

system dysfunction, metabolism and immune system abnormal. In order to study the reason of death caused by
acute alcoholism, we developed a mouse model of acute alcoholism by intraperitoneal injection method. We
reported for the first time that HMGBI1 played an important role in acute alcoholism. HMGB1 was released
and detected in the serum as early as 0.5 h after the intraperitoneal injection of ethanol. Then HMGBI induced
subsequent acute systemic inflammatory response. We further provided evidences indicating that anti-HMGBI1
antibody could effectively protect mouse from acute alcohol. This protection was achieved by significantly
reducing HMGBI release and suppressing systemic inflammation.
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