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WE BM MEKRFEXKLF P &HTH E%E%KS B1(high mobility group box-1 protein,
HMGB1) 89 AL HAE & e oo 489 F R, ik KR AH R IEH N F % (Lipopolysaccharide, LPS)
5 mgkgh &, 5 &K Fm S AR, £H—.50 R Wistar K RIsMALKF R x5 A EFH(A 4,10 R),
LPS #4148 (B 21,10 R),LPS + f2sb4%34 97 20(C 21,30 R),C 4R R B do sl 4 AL 4535 57 iF 19 B4 4 C1.
C2.C3 4HBp LPS #4472 h 4720 #4825 2.8 h 69740, #4110 R, B KA A TS 4.12.24 48,
72 h B#Wik o, %8 Western blot k4l 7% F HMGB1 4%, %% = %3 30 2 Wistar K &4 % LPS
A (D 28) Fo LPS + dn s 459728 (E 1) , 44015 R, 232 45 5[ B 284 C1 40, T 45 12.24 48 h&
A5 R, R ALARA K ALT AST.Cr .BUN #5475 AN M BFAsRE R, ER (1)5 A
ZAER B LR BB 1) 5 i HMGB1 4239 2% (P <0.05) ;5 B 41rt4,C1.C2.C3 24842 12.24 .
48 .72 h &} g iE HMGB1 4839 FH,C3 A F i@ & F C1 42 C2 44(P <0.05)., (2) 5 A 211k4,D
21 ALT.AST.Cr.BUN ¥ 88 2435 BT 24 h i4%4(P <0.05) ;55 D 283t E 20 ALT &5+ & % AST.Cr.
BUN /24 48 h /R TR R (P <0.05), (3)D KR I FALBEIR BF A B3R b do 4a K
B TPEIRIE K I SRR IR AFARPELE MR IR LA 24 48 h B I E95 % E A48 M Bt B A D A48 T oA
LRI, &L MREEXKhF P HMGB1 223 & 15 8 Ik, S A8 40 18 K HMGB1 £ & X
R E KER Y S I3 e E F LA FRAF A 5 o ol 572 SR T VA AR IR 7 2 KR o 3 7 HMGB1 #9
BT, EAAIE AR, BRI A B AL E 0 KR R, B8 R 2OR F 4T
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Changing Laws of Serum High Mobility Group Box 1 Protein in Septic Rats and the Intervention
Effect of Xuebijing ZHAO Shi-bing, HE Xian-di, WANG Hua-xue, ZHENG Sheng-yong, DENG Xi-
ming, and DUAN Li-bin Department of Intensive Care Unit, First Affiliated Hospital of Bengbu Medical
College, Anhui (233004 ), China

ABSTRACT Objective To investigate the changing laws of serum high mobility group box 1 protein
(HMGB1) in septic rats and intervention effect of Xuebijing on it. Methods Lipopolysaccharide (LPS)
(5 mg/kg BW) was intravenously injected into the tail vein of healthy male Wistar rats to prepare the sepsis
rat model. In Experiment 1: 50 Wistar rats were randomly divided into three groups, i.e., the normal group
(A, n=10); the LPS model group (B, n =10), the LPS + Xuebijing treatment group (C, n =30). Rats in the
C group were further divided into three subgroups, i.e., 2 h before LPS injection (group C1), 2 h after LPS
injection (group C2), and 8 h after LPS injection (group C3), 10 in each group. Blood samples were col-
lected from the caudal vein to detect serum HMGB1 levels by Western blot at4, 12, 24, 48, and 72 h after
LPS injection. Experiment 2: 30 Wistar rats were equally divided into the LPS model group (D) and the
LPS + Xuebijing treatment group (E), 15 in each group. They were treated as rats in the B group and the C1
group respectively. Five rats were sacrificed at 12, 24, and 48 h after LPS injection in the two groups. Blood
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as well as the tissue samples were harvested to measure such indices as ALT, AST, Cr, and BUN, as well
(1) Compared with the A group, serum HMGB1
levels were higher at various time points in the B group (P <0.05). Compared with the B group, serum HMGB1
levels at 12, 24, 48, and 72 h decreased in the C1, C2, and C3 groups. Besides, the decrease was more obvi-
ous at 24 h and 48 h. The decrement in the C3 group was less than that in the C1 and C2 groups (P <0.05).(2)
In the D group, ALT, AST, Cr, and BUN were significantly higher than those in the A group and reached the
peak at 24 h (P <0.05). Compared with the E group, AST, Cr, and BUN at 24 and 48 h, and ALT at each time
point decreased significantly in the E group (P <0.05). (3) The results of pathological section of liver, lung, and
kidney showed local congestion and hemorrhage, cell edema/necrosis/degeneration, infiltration of inflammato-

as pathological changes of liver, lung, and kidney. Results

ry cells, damage of characteristic structures and so on; particularly serious lesion occurred at 24 and 48 h in
the D group. The microscopic lesion was obviously alleviated in the E group than in the D group at correspond-
ing time points. Conclusions The serum HMGB1 levels increased in septic rats, with late occurrence of peak
value and longer duration of the high value. HMGB1 played an important role in excessive inflammatory re-
sponse and multiple organ dysfunction. Xuebijing could reduce the serum levels of HMGB1, improve biochemi-

cal parameters, and attenuate severe inflammatory response of liver, lung, and kidney tissues in septic rats.

Besides, the earlier use, the better effect obtained.
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TE3E [, B 4F A 8 40 T3 ) Mk g AT AR A, R AT R >
30% , HA m ) K 23 5 i JL R — H I iE1S 3 A 3l
il T4 Wang H'? 45 it 92 30 BF g & B T
¥R H B1(high mobility group box-1 protein,
HMGB1) £ 5 T Mceg it i g I & ot 78, R N #E 2R 3
FERIN BB T o A S50 3 2 K B i e S
WHEER (LPS) i VE Me R i R BRBEAY, i 5% H HMGBA1
SRR , I Sk I 20 ¥ 3 7 UL I 1 ¥ H HMGB1
HIE 284k, LR B 2 s D RE (20 , DT RE % by 1E
BN TEUMREAE 19 A AL T RIS PR T e 0 2 U 5 55
(ST

57T %

1 Z¥ Wistar KB 80 R, #fEl:, ik, A #H
200 ~250 g, 3 kG i sh P s2 5 s, sh i
AJHFS: SCXK (171) 2012 — 0002 ; I 15 55 2 2 52 56 5
Yrvbors 48 4 AT IE 5. SYXK (#52) 2012 - 002, 858
(B

2 % IMSEESTR (10 mL/3, R HZ
v B A FR A E] L #HES:1108151) 5 A= FEER K (10 mL/
X, B EHSERARAR, #%5:110902) .

3 M KAX#E  LPS (Sigma ) ; Rt
HMGB1 £ i b ¥t {& (Abcam A #l) 5 2P % 1gG-
HRP.B-actin Hi & (RINHFEEY TREA RN A ) ;
fh25 %650 (Pierce /4 F] ) ; SDS(Sigma A &) 5

sepsis; Xuebijing; high mobility group box 1 protein

PVDF i (Millipore 22 ] ) 5 7K F-Fl e F HE VKR | L 5%
oA s BEIC S 53 M R 48 (Bio-Rad) ; 4 H sl 4 1k
AIHTAL (H AR AR 3 7], Olympus-AU5400i) o
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P - 2RE v AL, ST e AN AR EK . S st
— T e RE K BULTE HMGB AR fb A, BUK B
Wistar 50 H 00 3 41: IE# X B4 (A 41)10 H|
LPS #72H (B #0)10 H LPS + M2 EiA 74 (C
41)30 H, C 44K I 26 ¥ & 46 16 7 B [ AS [5) 143 Oy
3 ML C1 2 (EEIERT 2 h FF4RVE S 4 ) . C2
HERSS 2 h P4 i) .C3 4L (15 #5558 h
FFATEST ML), Fi2H 10 2. ¥ sci — 13 I
WVt I RERE K B B AR DI RE R . 53 B Wist-
ar K30 Rk LPS #RI4 (D 41) LPS + Ifil 415
BITAL(E 41)2 4,841 15 5, E A TERET 2 h 7
GREL NI DAE

4.2 BERIHIE A M EEAE A BRI 2 B SOk
[4 -6, BRIER XA Ah, Fopx 25 4 KRR R i ke
$F LPS, LPS F /4 B K # B 1 mg/mL, #%
5 mg/kgRE 2 AL 25 1 IR, [l B 45 T 1E % BR 41
TSR AR HER K

4.3 ALY S HL R 2 A ] S
2571 C1.C2.C3 i E ZH K B i ok v 5 I 44t , 3697
FIEZ MR 5 -7 1,4 mL/kg AT ()25 5 T i R
F) A BRER K SRR B, 5 12 h 35T 1 ik, 3t
6 KA 72 h; [RI X BE 4RI AY 21 4 S 45 i A= B K o
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SRR BSEe — AR K R TR s 4 .12,
24 4872 h £} (] 25K BB ## kA 0.5 ~0.8 mL,
4 °C F#+E 30 min,3 000 r/min, &> 10 min, E0
T —80 CIRAFR ;A 41T 5L B0 45 35 RRIEFAL L., B3
Ml S CE S WRA ., shsis =, D E 4IRS
F LPS )5 24 . 48 .72 h 3 AN i) S5 FREFALAE , 4%
5 H U IR M B3 U AR AS , U AT B 2T 10%
PEREE P E

5 K& AR A 7 ik

5.1 WEKEM—BRA  EEIEIC R KR
AR 6 sh i S K R B & ROk
BUUSICT- LS

5.2 [IfiiiE HMGB1 & &l E SR Western
blot A I 75 vk o TR A7 10T fil 1k IS 20 B R 3,
PBS fik¢,24 pL MiEMA 1 x FAEZ i 6 ul, &
5 min, VKA, B0 30 s, IR 5, BEFLINFE 2
20 wl,15% W4 HL YK ,60 V HLE T HLJk 45 min, 2k
JETE100 VELIE N 4% 43 B Ic Uk 2 h, DLIRE 4 128
BOTEIR A 1E, B BERE, B PVDF [R5 i 58 1
J&  7ERRIR FJH TBS ¥E 10 min x 3 ¥, L 5% BB AS
Wik TBST Wi 1 h, B Bt PVDF B
A—HL (YT HMGB1 Z i BEdiik) , B B L6
1:500,37 CHFE1 h, TBS ¥ 10 min x3 &, =¥
(HRP fric Il -4if IgG) , M B £ 1110 000,
37CHFE 1 h, TBS £ 10 min x3 K, 7ERG = i, 47
o2 BN SR s AL B BRI LS A3 B
RGPS R, BARE A Rk & = HARE AWt
J¥/B-actin,

5.3 4kf8Fr  ALT.AST.Cr .BUN H7EA
K3 R 4= B S A B G .

5.4 ML N VCE S H 10%
P88 I, A1 B AU HE e fa, D) A, s T g,

6 itk FdEoR T SPSS 13.0 # ik
G20 T ORER ) x s FR, TR R
J5 2253 H, 4R L3R ] SNK #5586, P <0.05 Jy 2%
SAGIFE .

# X

1 FHRRA— MRS I H X B2 KBRS
RAF PRI FAS G s B A KB B RO TS
BRI K BIES LPS 2 ~3 h B a] BUKS #OR 4R 35 30
WD, 12 <24 hER B B0 TR, R B ORS fi 25 5E | 9E
% P AR BB R R IS, 31 48 h At
5K 50% , i1 48 h J5 K EEMEETLr 5, TG SRR

B ;C1.C2.C3 4 LPS JES )5 24 h Nk Rl
TR SR, T 24 h J5 K BAEIR TG ks,
HAREH e, JET- KR 1.2 f13 H,48 ~
72 h[aI K RICHETS 6 3h R A7 B K, RIS IE
HO IR AT 5, B 72 h IBYF 450, FE TR UK
k2 K2 Hf4 H

2 A KBS E B A S E  HMGB & & L
(RN E) S5 A40RE,B4LPSENE4
My H HMGB1 & & 146 7 55,24 h A 51§ {H ,48 |
72 hIfiLiE o HMGB 1 )5 2 35 45 w8 1 7K S, Xof I 4%
] BT A (P <0.05) ;5 B 44, C1,
C2.C3 #4H 7 4 h HMGB1 K % T & &~ ]
(P>0.05);5 B 4lL#,# 12 h,C1.C2 4 F kM
(P <0.05),C3 4l NME A& (P >0.05); 7
24 48 .72 h Iif[a] &5 ,C1.,C2 .C3 4 HMGB1 /K F-45¢
BAI¥HIE N, ZFARIT¥E X (P<0.05).C
20N HMGB1 /K He 4, C1 . C2 Z [a) 7E 4% ] 5 L
B, 2R G EE X (P >0.05) ;764 h i} C1,
C2.C3 4l bk, ZRILG ¥ E L (P >0.05),
f£ 12 .24 48 .72h Af[A] &5 ,C1.C2 41 HMGB1 /KF
P55 C3 41 MR (P <0.05)

4 h 12 h 24 h 48h 72h
B SARFULREF HMGB1 & & H ik &

3 HHY KK ALT AST.Cr BUN 545 5 Hu#x
(#£2) 5 A4H%,D 4 ALT.AST.Cr.BUN F
12 .24 48 h T} (P <0.05), HF 24 h ikigfE,
5D 4 H#,E 4 ALT 7 12.24 .48 h A &
(P<0.05);AST.Cr.BUN 71 2 h ILH] & F %
(P>0.05),7E 24 .48 h Bl N4 (P <0.05) .
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F1 FUAKRBEAFEF A M HMGB1 S &tk [ K HE(HMGB1/B-actin) , x s ]

HMGB1/B-actin

2151

4 h 12 h 24 h 48 h 72 h
A 15.32 £2.78(10) 15.42 +2.80(10) 15.96 £3.32(10) 16.14 £2.05 (10) 15.85 +2.56(10)
B 22.75 +4.45% (9) 61.96 £6.52* (8) 90.30 +6.32* (6) 78.65+7.49" (5) 50.91 +6.16* (5)
c1 19.57 £3.74 (10) 39.92 +3.50%(10) 47.97 +7.05%(9) 38.57 £7.42°(8) 20.57 +4.29°(8)
c2 21.37 +3.54(10) 41.76 +4.74%(9) 52.58 +5.62°(8) 41.96 +4.18°(8) 22.66 +3.972(8)
C3 20.92 +3.94(10) 59.61 +6.724(9) 69.18 +7.07°4(7) 51.07 +8.89°4(7) 28.09 +5.45%4(6)

T A IR AR, *P <0.05; 5 B 4l AR, 2P <0.05; 55 C 41N A LR, 4P <0. 055 () AU h sk

£2 KHKRFUMFES ALT.AST.Cr.BUN KFHEE (X £s)

215 n isf 8] ALT (UL) AST (UL) Cr (pmol/L) BUN (mmol/L)
A 5 53.65 +7.67 139.79 £8.92 47.82 +4.56 4.58 £1.50
D 5 12 h 100.47 +7.39* 428.50 +44.25* 86.70 +8.28 " 12.96 +1.49"

24 h 241.07 +16.85* 561.28 +124.65 " 131.12£11.22* 16.76 £2.28 "
48 h 161.60 +6.41* 370.72+75.82" 108.62 +18.51" 11.44 +2.12"
E 5 12 h 87.49 +7.21°2 378.27 +46.75 99.87 +9.83 11.98 £1.81
24 h 110.35 £8.92% 248.11 +41.14% 72.48 +7.51% 11.08 +1.17%
48 h 76.27 +5.68° 219.31 £22.29% 64.40 +9.74" 7.86 +1.09°

5 A IR AR, *P <0.05; 5 D 4l iR, 2P <0. 05
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T A CFIER AL, Hrh A1 I8, A2 NP, A3 B A4 D RN, Horh D1 A2 i 2240, D2 e
FTEHZY, D3 Sl 4140 E AU EAEHT 2 h Ay r 4L, Hork E1 S AEHT 2 h il fiia )T 4Ui4141, B2 B AET 2 h
LAY HATAHLY, E3 SERLT 2 h i 2567 F 42

2 A.D.EZIKE 24 hfifi ST B LU EY] L4 R
(HE #:{5,A1 x40;A2 A3 .D1.D2 .E1.E2 x100;D3 ,E3 x400)

Ho R UL T A K L % A AN B S B T, AR K R 16 o 4, T 43 4 25 B
12 h:D 41 0] WL BERGI R 32 FEM A I, S0 S E 4L D AUR S AR JR B AT /I M 4 A
HasH, rﬁwﬁfﬂrp E LA LA D LA BTG i mli‘lffﬁ‘?@ﬂ*?fE&Eﬁﬁ%m}i*&%ﬁéﬂiﬂﬁﬁﬁﬁo
@jvm@ ] T 21 4 B S 2 taus h:D 4L 5 24 h AILL, (RIS )2, E
i gzi h:4 12 h;waﬁ?eg@ﬁ BYR,D GLHBL AL, wﬁhw nﬁfﬂﬁﬂﬂf@ﬁ%ﬁm 14
WL o 8 0 K B R AT L, B LA A AL N
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4.2 JFMEREREAR L A LT/ 2 R SE
TCHFANMASPEIRSE . 12 h. D 4LAFAE N AT g iz
(1) Fp ke i Jok B P % PN TRt L DR I, A TSR K [
P RE LN 2 1 980 4 L= 11 5 E 4% D A8 5,
AL e Pk R Y PR L B TR SR N A A AR
HMAIIRIE . 24 h: 312 h T EZE ALY K, D 41
32 FRICAGEAE ) IS [RI R BE A B R 2% 5 1] BT iy
PEA Y 48 20 MO IR A 2T 40 95 ), T4 M 7K i, 3
TR IR R4 LSR8 E 41 A2 B B % F D 41,
AT5 R DS P8 SR I (8] J53 4 i 4 IR 00 , A /N KR4 20
MIIRFE ., 48 h:D 444K 24 h dE— s, v] WA
BRI F AR ALK i 2 AR M IR L, IR T 24 5 T 5
GERARTE AN IS, JRi il S 30 B A e i v JH 44, JH ) A
I AR AR s E 417858 D 4 B E0d%

4.3 BN AR L A AR LR BN
EEE TR R WA R AR S A0S PR SE s D 4
B V) o S PR b R 1 6 AT IR, - AE 4 o k]
AT OLA B /INE G BEIR , 1 R A s v AR P R, 41
LD SR, AT LT AEB AR L 24 h i EEE 4
B T RAR S AH R ) 5 D 4 g, AT O 4% 40 R
B /INE SE R IR 23 i AR P 10 B S ek 2

Wi

JHe HEAE S HLAE B B K TR S (SAP Rl RS
SRS DLIT RRE , 3 17 i 2L Jre T 5 BUMe s PEAR
ve . £ JIE 4% T RE B 25 5 1R ( multiple organ dys-
function syndrome,MODS) & £E1-, N R R
2= BRPE 200 TR 200 R 32 A5 o 2 —, W 28 (-
popolysaccharide,LPS)., LPS 5 CD14 1{ TLRs
456 5 I B A RS S A8 AR, e A K
PR FIHLR A BT AR, NI B AT R 1E IR
56, J5%E MODS f &£ . ARSLi Mg s, K RE
S LPS J& BT DRSO R 16 Sl /b | FE AR R 2
& B BIEE AR RIE R, ETE, ABTA R RIE TR
I, RULE L LPS W & ] T MerE A

MeEERE R, TNF-o IL-1 28 RAEA i & 5
R, WFFEE D Ry 26 B [ R AEA BN 40
T fil% T SIRS, Sepsis \MODS,{H & Z4F3k , Il B L
FEXAEHT TNF-o F1IL-1 SRS IFRIBUS I ST R A
N TN A ES €l R i Dk i G o M N
R/ NRE R 5 KIGASET:, ML TNF-o
L K ERE BIEH K, X RS eI RRAE
SRR I S5 T BB I A7 A A A A Y B AE T Y S E Ay
JF1, Wang H'® S 4 7 % (LPS) ik B

L2 RAW264.7 40 i, F]# 5] 6 ~8 h 45 4 i
HMGB1,7E 16 h A BIE(E, HEFZHE m 224 h, IR
HR S TR 5 1 — 2B B9 FH I 3500 s 1 P B R it
/NERL 3 8 h ATFE MK H G HMGBA , 75 16 h ik 31
{8, FLFRZEE 32 ho Wk WIS BIF S ™ 5 2 4 I s
YLK B, 7E 6 ~24 h K E Wl &/ i 44
HMGB1 mRNA £iAUl R £ If H —HEFL )5
72 h, AR AL, MEGEE B I HMGB 7K P4
STt , ATk 144 h, 2SR S5 HE , HMGB1 7K A7)
Bt TNF-o IL- 6. 1L-8 . IL-10 ZE 48 FE 4 5t 300 15",
ARSzue o IFEE R AR 4 h S I35 B HMGB1 & &
BI3GAN,12 h #5271, %5 24 h ikI4(E, HAE 48 ~72 h
AT YRR R KT R4S U AT R BRUMEEEE S IR ) P
Uit | B 1S RE A T HMGB 1 7EMEEEAE & WLl
ENGLEEVER , XWATF & HAE MR RERE A AL e
FEI H PR TR R (B R

HMGB1 5 Z Fi 4 5iE A it Al LA B2 35 A= 40 5 f
0,40 TNF-o, IL-18 . IFN-y . IL- 6 . IL-8 . il MIP-1« %5
— B R AEAT T, HMGB1 8 1] A 5|5 NF-«B 1% %
BT TEMEREAE B G AR R, X B R ML R R
AR Z 18 H AR FH BRI 325 7 2 05 2 A S I 9 Bk
WKL R E kY A WF S kB, I
HMGB1 #7K-F-J& 5 e 85 05 i 16 A R AHAE A= 1Y, 24
R R B s ] P 9 5 3% ¥ 1 BRI R B PR T e
MODS SR, M35 o HMGBA & 2t B she 4R 1 i
TR T 15, 2 B 5 i i R A 7 Bf HMGB 7K1
SUNSiEDal N S BN A NIER N O e s S
bR LA B B AR TR A AR AL A B (R AR AL A, SE A
il HMGB1 ik Bl 75 AT L4 il M B A , /2 75 mT LA
W I FIRAG M IE A s 7 AT I 5. B
SEgs /N BRTE S BOEA R N #ERFT 0.5 h, J 5]
i HMGB1 $i &G 97 B TR, i i X 5
HMGB1 iR & B R A 5% 43 B 76 N 88 R 1 59 1l
0.5 h 1 ES)E 2 h #112 h 0K 4T HMGB1 $itikia
J7 85 B R 5.0 mg FUIR AT AL/ R e BB AE G,
2.0 mgHiiiayIT A 2 JEAFIE K 50% , fH X RZH /)N
BRASTRIET="" . HMGB1 4 B i 7 1F T BR AN 1 J
J50.5 h fl4 h 45T, 44 HMGB1 KN ik A] F %,
[ 220 TNF-o JE R FIER 3R 87K 8 St I
' T Fit oA R A 4R RN B A B R AL 4L
TLR-2 JEEZFRIE T i JLR A BT IL-10 T 3R B A []
T Bk g 110

LA ST T A AE R AT PRS2 )1
55 BRrP 2RO AL A, ZEB ST P AT A TR 2 1
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WEEA SR T IS TN R R AR, WA R
PERMEA B 5 AT AXTHT TNF-a IL- 6 S AR 1
PR, HRERY 50 P 41 I HLA-DR &3k, #E 1A F +
PEIEDLAR G2 DRI 5 R B, I 06 v A8 RE T Y 5 25 175
SN B2 M 0 05 EL AT 5 1 DR AP T, L DR
ROR S, BEAE R ) FL I (R 4140 76 MODS #fE
Mo AR WoR, 67 5, SRS 12 h I
H HMGB1 /K- V4% LPS R RIZH JC W] i T %, {HAE 24 |
48 .72 h PRRIRIA A T R, Sn H A RO R R IR
JEOR AR A2 T YRR 55 TR 2 h Fl
S 2 h FHG M2 Ay T i R BRI H HMGB1 17K
A I ] 2 18] FUAR, 22 S Jege i 8 S (H B A
J& 8 h JFIR LA YT LIS T HMGB1 K- TR,
XU BPRE I A6 v 7P T MR AR 97 7T LA R AR R 1 77
HEIH 2 AE A BT HMGB KT, LR FHRCR B4
BT MEBERE RAE AT 5T W 28+ 0 2 2% , AR 22 AL A o]
PUfRiE HMGB1 (B8 i, HMGB 7 i LA fili 22 F 4 JiF
I BERIRIG N, ML 26 ¥ RE B 40 ) L3 o HMGBA /K F
AHEZ Z R R BRI , 2 2 LIS [ 1 FH A A5 2R
ARSLRG S5 B R T I i A TR AU RE IS AE AR AL
Fabr b ek e 20 K B T S i D RE 3 AT AR &%
JIFE i ) B A2 B N -, DT B 30 (4 o 8 45
RERYAE F, 3 O I 42 ¥ 36 9 e 75 E B2 L BT O R Y
MODS ##ft 1 5 Z AR o
5 % x #
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