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Z 5T 5 7 R i B R 2R 1 B1 Chigh mobility
group box-1 protein, HMGB1) . & L M i S 4l B
W R TS 4 RGP O LA SR R SR E R
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1.1 HMGBI #i& & i # %% Chigh mobility
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FIWEA 3 AN [E] AR 2K 3 A e AR A S 10 A A
FIWE . 38R BT UL R AR E A W T A W T B
FA A2 2% . H AT HC B A 2 (IR PISK/ Akt (PKB)
4% \BCL-2/Beclin-1 & 428, p53 @4, 7 A 75 K 4 1%
M I E R HLE A (mTOR)/ MAPK ##£1, 1
D i B YA G R e R B O S| e <& S T )
5 A0 M A T e £ BT BE S L DNA W 28 A T2 /AR
L0575 R = I 15 e b g o L SR 0 S e 2o K
ZRENZ5THMERET . A BCL-2 MR L
fiff (Caspase) F N . BCL-2 FGEAFEPRET-HE A (N
BCL-2,BCL-XL.BCL-W #1 MCL-1) A J8 1= (1
BAX. BAK, BOX. BAD, BIM, BID, PUMA #i
NOXA) » He 3 5 28 1o 72 il 2 b0 A4 S 5838 325 4 (mito-
chondrial outer membrane permeabilization, MOMP)
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AT %8 =, 520k TLR 55 02 UE 4 it A we S o5 26
M, 52k RAGE %5 & fi o8 40 i [ v, 75 5 s 90 i 40
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FTT EYIME N A R HMGB1 5 Beclinl 454
IR i S Al A I e S B Y 1 B U
HMGBI /31 o5 il #% 8 1R B 0T DASE 4 1k b 41
HMGBI 1 Beclinl 5 &8 1, DA T4 6 48 A i
FIMEDIRE . 78 M B 40 R 988 40 B o, S (M) \If
PL3# I HMGB1 mRNA 7K K H: i i 5 4o A2k 3
We, JF A Mn % 5 o2 fil % & Ak £k T3k
HMGBI 1 Beclinl BJAHEAEH , B 5 /€ # Beclinl 5
PR T8 BCL-2 454, H 7 — A EHE 2 & &M it F
B i i K HMGBL 5 o2 fill #% & (A 5 & JF 0 &
mTOR G5 &%, 54 T Mn i 5 09 H WK 97 Al
FUEZE 2 d
1.3.2 HMGBI @it 2 5757 HSPBL /)3 i85 75 244
Ji g TS HMGBL a3 HSPB1 ) 3¢ 3 i) il
Y A WE T A LR R miR-410 A BB AT F 4
B HMGB1 38 35 HSPB1 3 1 Sk 4 1 .0 0 .0 JIL Bl
I/ P A 005 )5 0 £k R A mERS . NARUMI T
LTRSS T HMGBL 78 Bl 25 2 35 5 090 L 3
1] HSPB1 ik iy . T4 18—k
RAMIE R, 22 B0 JIE HMGB DL VR 58 B 7 2 40 i
J7 3B HSPB1 33k Jf 98 55 55 B 4 2175 = 190 LW
FHIE A0 WLAR LR T
1.3.3 HMGBI # 5 TLR 3ZAK45 &8 57 40 il B
W AT HMGB1 @it 5 TLR 32 k454 12 vk 4 i A
8 N i PO N [ I NI e e o N S I N (R 7o L el 1
(ICH) J& 6 h [l i % P9 54 4 X HMGB1 8 TLR4 1)
MM RNA J5,. 0758 & B ICH S35 HMGB1 M 41 i
R 3 20 5L 9 1 TLR4 F18 864> 1k K 1 88
(MyD88) i ik, i S & T gE L. 76 ICH &k
1, HMGB1/TLR4/MyD88 % i i i 5 A W {2 ¥k 4
HiE Y R AR OGBS b PR TR DY B S A A ) HMGB1/
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1.3.4 HMGBI1 5 RAGE 32 K45 & 8 45 41 M 3wk |
JH1T-  HMGBI1 "l i 5 RAGE Z k245 & 42 i 40 i
S e I T e i 1 s £ P
HMGBI-RAGE %t o] #11 il fi2 48 A+ 9 7 A= L 2 1 10 )
i 200 L O T O A R N R 8 0 1 T g R A
PEFISO . A 20k F1 I 1 24 BIF 58 AL 1 v 2% B0, 40 i b
HMGBL il i 5 RAGE Z K A B AR AL -8 T
A F W, W BT T 4098 1. HMGB1/RAGE i
T AMES ERKL/2 30 M mTOR (148 2 16 B A
A %, HMGB1/RAGE L) P53 4 59 BCL-2 i 45
(14 75 =B 4 e R T A R BR HMGBIL A )
/U0 TR B I8 5 0 1 W 9 AT AR 8 ' R A2 R A O
JFu > B PR 40 M A -0 . HMGB1-RAGE i3 i
MM PE T F Pinkl/Parkin /-5 00 H WEE AR NE T B
PR O WL Bk 1/ 75 98 7 (/RO 45 (MI/RD , 1fii #0161
HMGB1 5% RAGE 47 B T 28 fif X e AR RIS 5L . b
WA 7T 22 0, 80 1 98 45 HMGBL 45 04 40 i 3w A i
TR REJR VAT B 1 — R T & 42 . SR T, HMGBL 4
T R T 2 1) AH B B B AT R B
Bt — Y,

2 SHNMSMEEENE R

2.1 AR AR — KA ROS HAT B2
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Tl S0 Ab 1 OTR 2 A2 i 5 &k A= R . ROS AL 4 i 4/
LR (H,0,) FBEAHMIEOH H RLEE O,
ALY (O, ), 243 ROS AT Lk -IF B 3 5 70 (o
Sz O v A, S0 S BT A AL A B AN T ) B
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PR JE ) AR A T FE B e, s &L N
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— P TAF SR ORI K KR A0 B S 52 PM2. 5 35 5 11 41 i
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AL I O 38 2o 375 5 AR I TR N B R BT A A i
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H i AH SEBF 98 2 W], HMGB1 3835 7K 3 5% i 4 4k
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NRF2/HO-1/GPXA 538 , 7 1 5% i 2 5% P B 95 /)N
SRR P ot B ) 4R A I 98 2 I ik e 5 T o B AR 4
() A %, 1 ) /)N BLH 9 6 20 i HMGB1/RAGE %l
DL B AR 345 J5 ROS B2 18 38 i A0 4R A S5 7 11 7=
AT (EAR IR R, 2R E AT I HMGB1 B
JilC s BELWT TLR4-NF-«B 15 5 38 F% ok 41 il 420 Ak 7 30 R0 48
JiE SR, DAT PR 4 20 Tk A 3k W 5 S Y 21k AT
Pt bR I A P 5 Nrf2/HO-1/HMGBI 15 5 i
% o 8 40 00 ) 4 RE B2 N AN AR AR N . AT I R SAP i
S04 o 3 R BE AR A R R R B s ] N X [
W Hh i) HMGB1/TLR4/NF-«B {55 5 ) 55 & 28 8U%
PER B AT B 15 5 09 A Ak B BORT R OREDS . I 4,
HMGBI1 1 HMGBI A8 3¢ 48 Ak R 8K - 5k 25 5 90
Ry P B R A, L TTIF R R M HMGBI 8 57
PR BIE YT 24590 T BB AT B 16k 20 AH G 19 98 9 S5 N A4 b
BT R EFAE R B HMGB1 2 3k 7K 1] 52 0 4
RN . T LR B 5 kB, Ak R Bl R R
HMGBI 1 B jilc & H X5 4 #a (9 /E . STAVELY R
SRV R B, AR N 3T 5 S HMGBL 1) 40 il i %)
P AR N HMGB1 235 FB i, 78 5% B A1k B 3%
o, B B9 K BRURFIE v HMGB1 H A 40 B 45 40 V6 JH T
TE 3R ZUAE AL 8, HMGBI (9 45 11 A7 42 3 20 Mg 78 7
Y . HMGBI 5 404k 0 B 5% e, {3 332
AR 53 FHLE v A B8 AT 5 o — B AT .
4 HERSREE

S22 HMGB A8 AR N 38052 0 78 48 J 13 05 i 448
Mo gd TR AR, HMGBI BE & —F 7,
JE— P WA R . FE AR L B B DNA fEIR
A, TAE A0 M AR B — A B A G R A
HMGBI ml i i 5 RAGE. TLR. Beclinl %5 & & #47
HSPBI1 k4 P 4000 A W 08 1. 1 48 A0 0 SOIR 3
T A 2O = R e (BN 7 N B ST S R N R
B ] R 4% HMGB1 FI AR/ S 09 3 R 8 T 7 fE
FEIRIT R W —Fh A & B iR 2. W, HMGB1
S50 T M EAE A, T HMGB1 K H 78 5 Ak 1
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