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[(FEZE] BB HUHR S HEE 0 S0 A 5C 200k B B 05 (SA-AKD) PR 1E H B S50AE 5
F -l (HIF-1o ) /M2 #9752 80 (PKM2) {5 5l 56 R, ik ¥E8 60 L SD K RILRHLE 7K1k 4r
R IEH X PR B | FEORANZ R HERR AR b R A, A 10 H TE R X B | BRI A ) i
T A PR K s IR HERE AR P L m R4 TR T HERE Y 14.375. 28.750., 57.500 g/ke 5 HiLZEK FAZH LR
JE S T 5 FEOKAS 10 merkg A ZAINELLLZG 7 d, TARUGEE 1 h J5 RIS SR 205 10 mg/ke 1977
T SA-AKT BEAY | T X B A 25 7 55 i A R K . R K IR —FBOIRAS PR3 5 RAIRARZ - f4T (HE) %
£ LS B 20 20 B2 AR A 5 SR TR I 97 28 T BFHIC 36 (ELISA) AG I I 375 P A A 2% 18 (TL-18), B2 -C
(Cys-C). FLIR (Lac) M FLM2 B 20 BE (LDH) 7K F 3 >R JH 2R 19 52 5 252 B 328 3K 55 (Western blotting ) 6 il 15 2H 21
HIF-1a . PKM2 R 48 P AE K F (VEGE) R IR GAK T, &R SEIAAAMLL, RS R b . =5
Al R SA-AKT KB — O B4 (43 2 15.85+£2.71, 10.33+2.50 1, 21.50+1.38, % P<0.05), B T3 4%
B A 2 B2 455, P AR LT TL-1B (ng/L : 44.05+6.40, 26.13£4.17 It 66.14+6.86), Cys-C (mg/L : 644.10 =
53.47. 549.02+74.49 It 887.23+82.56). Lac (mmol/L : 1 862.02+62.52, 1 561.63 +214.19 [, 2 732.79 +215.22)
K LDH (pmol * ™+ L™ : 0.134 +0.015, 0.097 +0.017 £t 0.197 £0.016) 7K (P<<0.05 5% P<<0.01), IR HiFH %
e ) i 2H A RICRTE g B (1 P<<0.01) 5 RIS aT S 254 i B ZH 2 rp HIF-1o0 . PKM2 I VEGF B2 1 BE 3R ik
(¥ P<0.05), 11 FHPEZ 4 b ZERAA VR ISR 5 08 B HE TR i ) i A0 Y { —BeRASIESY (43) £ 12,17 £0.76
[t 10.3342.50, 1118 (ng/L) : 33.94+6.03 Lt 26.13+4.17, Cys-C(mg/L) : 698.32+47.67 Lt 549.02+74.49,
Lac (mmol/L) : 1 957.15+144.97 [ 1561.63+214.19, LDH (pmol +s™' + L") : 0.123+0.011 £ 0.097 +0.017,
¥ P>0.05). &t AREHEEZE S HIF-1o/PKM2 {55 0%, 2] 1F B B2 5 D08 BB B e 0 0F L it
GERE SN AN AU , T R AT SA-AKT B HER AR VER .
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[Abstract] Objective To investigate the protective effect of Baoshen Paidu decoction on sepsis-associated
acute kidney injury (SA-AKI) and its relationship with the hypoxia-inducible factor-1a (HIF-1a)/pyruvate kinase M2
(PKM?2) signaling pathway. Methods Sixty Sprague-Dawley(SD) rats were randomly divided into 6 groups using the
random number table method: normal control group, model group, dexamethasone group, and low—, medium— and high-
dose Baoshen Paidu decoction groups, with 10 rats in each group. Rats in the normal control group and model group were
intragastrically administered normal saline continuously. The low—, medium— and high-dose Baoshen Paidu decoction
groups were given Baoshen Paidu decoction at doses of 14.375, 28.750 and 57.500 g/kg respectively. The dexamethasone
group received a single intraperitoneal injection of dexamethasone at 10 mg/kg. All groups were treated continuously
for 7 days. One hour after the last intragastric administration, a single intraperitoneal injection of lipopolysaccharide
(10 mg/kg) was performed to establish the sepsis-associated acute kidney injury (SA-AKI) model, while the normal
control group was injected with an equal volume of normal saline. The general status scores of rats were observed. Renal
histopathological changes were observed by hematoxylin-eosin (HE) staining. Serum levels of interleukin-13 (IL-18),
cystatin C (Cys-C), lactic acid (Lac), and lactate dehydrogenase (LDH) were detected by enzyme-linked immunosorbent
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assay (ELISA). The protein expressions of HIF-1o, PKM2, and vascular endothelial growth factor (VEGF) in renal
tissues were detected by Western blotting. Results Compared with the model group, the medium— and high-dose
Baoshen Paidu decoction groups showed significantly reduced general status scores in SA-AKI rats (15.8542.71 and
10.33 £2.50 vs. 21.50 £ 1.38, both P < 0.05), and renal histopathological injury was markedly alleviated, serum levels
of IL-1B (ng/L: 44.05+6.40 and 26.13 +4.17 vs. 66.14 +6.86), Cys-C (mg/L: 644.10+53.47 and 549.02 +74.49 vs.
887.23 +82.56), Lac (mmol/L: 1 862.02 +62.52 and 1 561.63+214.19 vs. 2 732.79 +215.22), and LDH (umol + s~ - L™":
0.134£0.015. 0.097 £0.017 vs. 0.197+0.016) were significantly reduced (P < 0.05 or P < 0.01), with more
pronounced effects observed in the high-dose Baoshen Paidu decoction group (all P < 0.01). Meanwhile, the excessive
protein expression of HIF-1a, PKM2, and VEGF in renal tissues were significantly inhibited (all P < 0.05). The effects
of the positive drug dexamethasone were comparable to those of high-dose Baoshen Paidu decoction [general status
score: 12.17+0.76 vs. 10.33+2.50, IL-18 (ng/L): 33.94+6.03 vs. 26.13+4.17, Cys-C (mg/L): 698.32+47.67 vs.
549.02+74.49, Lac (mmol/L): 1957.15+144.97 vs. 1561.63+214.19; LDH (umol s +L7"): 0.123+£0.011 vs.
0.097+0.017; all P > 0.05]. Conclusion Baoshen Paidu decoction exerts a protective effect against on kidneys
SA-AKI by inhibiting the HIF-1a/PKM2 signaling pathway, correcting pathological hyperactivation of glycolysis in the
renal cortical region, and alleviating inflammatory responses and renal tissue injury.

[Key words] Baoshen Paidu decoction; ~Sepsis-associated acute kidney injury; Hypoxia-inducible factor-1a/
pyruvate kinase M2 signaling pathway;  Glycolysis; Inflammation
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JHeRERE AH 5 2 B 1405 (sepsis-associated acute
kidney injury, SA-AKD# & XA & A EEEAERT 7 d N
L AKL, —JT44 A 187 888 1l LA A W43 s
(intensive care unit, ICU) f835 () [ i P4 A1) A 5% 1.
N, 2 50% WIMEREAE 2 A 2E SA-AKT, HAZ Al
MR B B4 AKT HATRGR AL . SA-AKI
8 BRI 52 2% , U0 B S XU | TG B LI e i |
AR A A A R A ]
B E TG IR E A8 H SRR IT BOR RN Wk 22 (A X)
SA-AKI A5 = 45 S HE I BB 367 259 DALt
RAIRZR SA-AKI 1) 73 FAILHI A s 2
RS H PR A U B R BT

UTAEAR, LB R AN | rh Pk 40 i 55 S 75 40
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A SA-AKT Y REEHLE o SR BN T
FURTRA LR hHEFI DI BEZ L , T BE B HEBUT AAE
JIMA R BE A Z -1B (interleukin-1B8 ,IL-1B ).
JRESRBEIR T - o (tumor necrosis factor- a , TNF- o )
SRR A A0 2R MR, B R A - RAE” Y
PEIEER 7 RAE I T -1a( hypoxia-inducible
factor-1a, HIF-To ) 1 A B P2 A /E FH b 9 DG 1
Uit 03 ¥, TE MR REAE Bl A4S 1 AR A 7 Pl
FME T, FEMEEROIRAS T, R 5 ™
B AR, AT 2R A SR E AT o L BB G A SR A T kB
(nuclear factor-xB, NF-kB) A2 506 HIF-1a o 1
1B HIF-1 0 AT b8 — 2 50 H I A AH DG T Y 2%

Hirp M2 B PR FR B4 (pyruvate kinase M2, PKM2)
SRR A2 — o PKM2 AU ME T A o 72 rh (Y BR
R , TR — M e A 1 O, nT R AR S
HIF-1o JE WU sS40, SR b i 48 o e 2
[Af (vascular endothelial growth factor, VEGF ) 5% fY)
SRR 3K, ) 0 5 95 T R i s g
I, HIF-10/PKM2 {5 S 58 0 1 4 IR BEAE RAE
SR A T 2 R A A O 5%, R LA T T AT g
N SA-AKI IR TR AT 10 R

rp BE 2GR B IR eREE A 22 4 B DR T T L
AR 2R SA-AKT I8 T “ Ak i,
HAZ IR LA ML B BH R o R EE RN 2. TR
HERE V2 DM P B 24 R 5 — o s 15 g Eh i =
25 22 BRI R BERR S 0 “ AR BHIERR T
T Bii6 SA-AKT B 225677, AT 0T 5T © uE 52 HXS
SA-AKI R EUSELE e BA /AP 7T, REEAGE 1 2
B An QI AIUAT B PR 28 0 s AR B ) SR
VT R VR A A A i g A, BELDRTY A3 -
D3N E X NP - i VS Ak (Y E M E R
NG, APFFIET HIF-1o/PKM2 55380 A5
FROAT SR I i — BT LA, B 7E DN A - SE” 1Y
R AR B HEEIG YT SA-AKTRPE LA
AT g FGle PRAE ™ I A I S 8 SEE A
1 #HBEFE
1.1 SEB sl o 2 SRR o5 S 2 24 - 14 60 H
SD KB, PR 180 ~ 220 g, F#4(200+20)g. K
BR A% FHEATL 807 3325 2 Ry T R RELZH | AR 2 | 9
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KA DR HEREIA MG, P, w10 H
TEH N RRZH | AR A 2 S S AR R OK ;AR E
HEm AL, b w4 TR HER S 14375,
28.750.57.500 g/ke(PE HEREZ A= K HE 10 g il BT
T10 g, 261 10 g AT 15 g JBIEH 30 g B WE
30 g MM A 10 g ARZS 15 ¢ )15 6 g 4R, &kt
H B M o B2 28 DR 2 — i I = e b 24 P AR AL, BT Ay
H2GRA R 30 min Jim , H R BOE R B SERT
1 h, FEIA A 25 Wy R4 2], v 24 2 Jm 2k 4
£ 140 mL, Z7% (2 2580 55 7 12 ) KRG 2Y
ARSI A2 R 6.3 1) 5 HiIZEK
PALH BB I 1 S FEOK A 10 mgrkg, A2 IIELLLS
257 d, TARUGERE 1 h J5 R IR TSR 2 b
10 mg/kg 9775 52 i SA-AKT BRL, 1F 5 %t 21 45
TAFEATERK

1.2 REF ARSI h S YA BT AT Sh e
SPRRTEE , I H DM v R 24 R A Sl W A8 B D st v
(HiL5 : 20250314004 ),

1.3 KR ER KOk « e g s KRR Eshliick
L, 43 5 , —80 CARIR VKA PRAFRFAG 5 BOSUIN
JELH 2L 26 T B2 U0 R Ao, HAR 2 U AU VR
JEiEA =80 CARIR VKAR PRAT5 H]

131 —BeREWE G I - $53CHk [ 13 17760
SR U — RS e s — RSPy
1.3.2 LU EEIEE - H 4% 192 R K
W e B, 2 ik L d B | A 3 A o Ak
U HL AT, #4554 um JEY) R, 476 FLI5
ARZE - 4L (hematoxylin-eosin, HE) Je{f, 2% B 3%
B TS HLUB LSS5, F DA B /NER /N
AR K AT I T O, TR EIA

1.3.3 L9 5 Ao A O+ >R T Al K S 22 W R 0
(enzyme-linked immunosorbent assay , ELISA )kl IfiL i
HIL-18 | FLER IR U (lactate dehydrogenase, LDH ),
FLIE (lactic acid, Lac) FIPENZE C (cystatin C, Cys-C)
Tt AR GRS A EOR T

1.3.4  FAHZUE PRI - BUE LRI E
B2 BN (Western blotting ) &0 2021 HIF-
1o/PKM2/VEGF {553 % 1 05, BV M 42 1
AR @ U A AL BRI T

1.4 Feit=: %« R GraphPad Prism 9.3 5 4F 1
SPSS 26.0 b FHE H . T BB SE £ 4T Shapiro-
Wilk 1E A5 A Levene 77 2255 1E K5 . 776 1F
A& H5 22 55 PR BE IR + AR (R £s)

FIR, Z2 4R LR FH R 2 7 22 53 B (One-way
ANOVA), 3 J5 K 56 2K F SNK-g #6556 5 T Z A 55 H
¥ FH Welch's ANOVA , 3 )5 ¥ 46 % F Games-Howell
%o ABFIES AP Kruskal-Wallis H /5, =
JE KK Dunn's ZE ., P<0.05 WERAH %
-9

2 & B

2.1 REHER 7k SA-AKT R B — BOIRAS
HilA 8 h J5 £ 41K BRI TCAE T 1E X 4] KR
BIAR bR IEH . BRI K BRUREM2ERE, BB R
Gy UMY 22 | WP /D B R L T Bl A2 B X
R N 22, R PT 43 448 1 6 IR A I T (G
21.50+1.38 F 1.83+0.75, P<<0.05), HbZEK# T
iU R 25 0 S ks, s BEE A (43 + 12,17 £0.76) 5
R 20 B B B AR (P<<0.05). B HE R 1 4% 57
2H 995 B S 0L 5] A PR 1 e R L AR HE
FEUAAR . R A G BT A 38 e A R ] B I
(4 :18.67+0.82, 15.83+2.71. 10.33+2.50 [t
21.50+1.38,3) P<0.05), ME B HEE 7 & R 24 Y
R AR R 2 (R B SRR KT

22 PREHERR TR E LU (K 1)« F
HOM HRAL S /INBR L B INE SR I e SR . R ]
UL ) B L2 7, RN B NER R B 2R L R
FECE A TR B NG L R AN A L 45 o A T R
%A RN . R HER 4R Sl
LH PR R B e A%, e rh O HERE A AR e e A2
A iR A AT B . 5 PR HERE D h A s R e 2
L1530 2R T IR (UL /D b
YR, SRR D, O HE R R A AR
B 5 M FE R AL ARG

2.3 DREHERE T BRI RAE | 35100 SOPERE AR
B (1) BRI TL-1B . Cys-C., Lac &
LDH 7K 35 45 1F & 6 B8 41 B3 & 7 5 (3 P<<0.01),
UESE T " HE (1Y) 4 B 9OE LB D RE A 45 B W R R T
o PREHERR A AR I REAS [ R B i i ks
b S 8 Fh e, o AR S HERE D | R A A ek
SRR 3, HL2 B0 B A AR AR SE &R
L FEK AN A R P 0 5 Y OGERIOR , SRR [
BESAGITFE X (P<0.01), 058 4 T4
BHEE T SRRz ],

2.4 PR HERE G T E]E 414 HIF-1o/PKM2/
VEGF {55l B A 300G (3 25 &1 2) « 5 IEH X i
HLA B2 R RV 14U HIF-1 0 . PKM2 & VEGF
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F 1 KB4 SA-AKI XRMEFEBFRENLER (x £5)

PR HESE o 7 B

REHEEDRFIRA  REHEED R R

"

&4 SA-AKI KR HIF-1a . PKM2. VEGF
ESBBREARIEKENLR (x+5)

g5 AL IL-1B Cys-C
(R (ng/L) (mg/L)
TEH X HR A 6 19.51+5.06 456.60 +66.03
(RIEE] 6 66.14+6.86*  887.23+82.56"
HiFEKHALH 6 33.94+6.03°  698.32+47.67¢
PREHES G 6 55.93+7.59 800.61 +30.43
ALY 6 44.05+640"  644.10+53.74
R AR EA 6 26.13+4.17¢  549.02+74.49°¢
g5 LA Lac LD_}II }
() (mmol/L) (umol s - L")
TEH X IR 2 6 134792412678  0.076+0.017
FEAIZH 6 273279+21522% 0.197+0.016"
HZEKIA 6  1957.15+144.97" 0.123+0.011"
[REHERRARARA 6 229420+243.04  0.158+0.021
[REHERZTREA 6 1862.02+ 62.52°¢ 0.134+0.015°
EHES T FIEA 6 1561.63+214.197  0.097+0.017P

L SIEE X IR, “P<0.01 5 SEIE ks, PP<0.01,
‘P<0.05

R IR K1 B 2 T (B P<0.01), H3R A
T IE R A IR AY 3.1, 1.5 A1 1.3 4%, THiS,
FRIT L LR ) R m RS R RN R AR
il HLOR B HERE 7 5 50 e AR PR AR DA A
RAMMEIER R RE. REHEREZ T RA
HIF-1a . PKM2 fil VEGF [ 85 FH 321k 7K - Y3 458
A3 WP 29.2% . 25.7% F1 24.8% (3] P<0.05), H:
SRS b FERAN AT . A B HERE T A =
2R AR R IR KT oR I 355 (35 P>0.05),
3 i3t i

R ZRRRIT BRI 2D, SA-AKT A5 5 5
TR KR RS B E0AC 0 ABESE
IR LPS 75 519 SA-AKT k BUBL7EL AR5 %
i A8 SO ) R B R G R T R B R 1 R

| P HIF-1aBHFE  PKM2 & HFG5  VEGF BEKS
- () (HIF-1a/B-actin) (PKM2/B-actin) (VEGF/B-actin)
IEEXRE 3 0.26+0.09 0.66+0.08 0.60+0.03
i 3 0.80+0.02° 0.97+0.05" 0.80+0.03"
Ik 3 050+0.17" 0.71+0.10" 046+0.05¢
e HEEY
i 3 0.90+0.11 0.98+0.04 0.75+0.10
M 2
e HEEY
- 3 0.75+0.10 0.80+0.10 0.67+0.05
T
1] ==
ﬁ‘ﬁﬁkz@ 3 050£017"  073£008"  0.55+0.06°
kil

VS IE R L, 2P<0.05; SR s, PP<0.05,
‘P<0.01

ARy
TR
93 000

58 000
43 000

43 000

B —actin

2 REHEEGX SA-AKT K BUE 44 HIF-1/PKM2/VEGF
RSB E AR

B, SEEe L SRR, B HE R 1 B D 3 it A A
R A —JBOIRZS B B 21 405 B2 47 , LA FA ML
51 HIF-1a/PKM2 15 53 3% | 2 105 e e AR
ZEAL R RAE RN E VA OG . BRI R BN -
PR B HER R i L ] HIF-1 o/PKM2 {5538 B8 3%
SA-AKIT 4 % fift , P& AIK 1ML ¥ Lac S LDH 7K, g />
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SAEHF TL-18 B VGEF A4 B, TG & #5 5%F
SA-AKI K BB BECRVE -

AT AR, 20 A O R g i, R 0 A SR AL 1R
A 1) A AR TS 1) B A8, B DA A 2 SA-AKIT g 24 i
HERAZ O FR T AE LPS 255 S5 AR OC 4> F Rk
ST, B S A 4 A % 2R 0 2 AR EE A, LR
F 2 DA T3 20 1 A 4 S A 1 AR i e e e e 2
10 o AR o R A R ] P R A — B R R T
(adenosine triphosphate, ATP) PAT# /& W GRS T 41
Mo BE oK, HARKRFS 5 23 Lac HERURIIOAES
WAk, HET IR 2SR 05> 0 AT W F) A
FIZH K BRI Lac 1 LDH 7KV 3 2 FHE , EHEIESS
OB I o B TR AR SA-AKT A& Y I EAE
TR, Lac/ R FIVE R — R BLA P ik
Wy, LI T A 1) 1 34 o 4 AR AL 7E SA-AKT & v
MR, Tang 2B R, 2- A R4
W AR A ) 790 % SA-AKT /N R4 VE

HIF-1 o A 20 by X it S A Lo i 4 R 5, 7
SA-AKI [ & i i 5 “WII81” Byt . R
T8 P AU AT R B M OR M (R RRS:
W A 20 HIF-1 00 A7 20 FioRs I A Tl LA
RN TR, S HEGE R | M TR, RIE K
JEAEZ R Y E B G, LPS AT 3E A Toll F£57
1A 4 (Toll-like receptors 4, TLR4 ) /NF-xB A REAE
T EEARE HIF-1o 85 H o AWFITUESS LPS JIUS
KEE 4H 2 HIF-1o 25 B2 HEFL, LDH K35 I
IL-18 B, 3% 5 AR T4 1 —2 >, i
115 HEF 7 REA S HIF-1o A8 AR LDH
FEIR K TL-18 B, $os HonT feid o 22 dii A h b
X — NG R LR 2R o

PKM2 1 Ay A T fife 1% 4% 19 o I — A BIR il X6
T Y F5 A WU g B I APy 2 6 F 2, Hpy
R 2L T4 25 1 5 G A, T R A A
FI TR =R TG RO A HE
TRIIRE 7 FEMGERAEIRAS T, PUSRAR PKM2 725
Fa VRS e 2 15 Sy — RARTE 2, W AR it s il
WoE R, 5 HIF-1o BIF] B8 02 98 R i 8 Az A%
HE BT AN, HIF-1o 38 ] B 825 5% 1
PKM2 Y3k, il PKM2 3R X AEVE A HIF-1a /)
S 7 ORI S 1, B AE R A B, 3
[FfEHE VEGE %513 P #5898 RE A4S B 0 o
B 5T 45 R F W], SA-AKT BRI 20 K Bl PKM2 45 1
PR W ERIIN, 200 F 5 H R A

AT IR Bl T LA G0N T2 A 14 56k Ay R 11 9 P AR
W g A, DR B HERE T RE RIS R 9 HIF-1o A
PKM?2 (3 335, A RUBH W HIF-10/PKM2 X —1E
SRR, K AT e R HE R R B AR E R
AL

Ao AR T Ao 11 T J SR Lae A B A
T, ARSI A Lac A1 LDH 7K JIESE 145571
AR E B 2RI o Lac AU, H
KB RE—MESHF, il G EARMEZA 81
(G protein-coupled receptor 81, GPR81) {i¢ # & JiE
TRk, T RE I o 32 A0 M T B, TV ik Ha 328 41 1
PEREE ) ARBRTE L R s 1 B HER R A e A
Lac A1 LDH (¥ [a] i), 1 30 25 R A T A2 2 7 TL-18
B bR ED) Cys-C K, I8 T 4200 2
07, OB PR E AR AL T 05— AT RERIAE
FBLH

EHES S RN E AP EE LR AR,
K F I R, J7 30 3%, 4 [ b BE 2547l i 45
HE T R (R 22 ) O BE
TSR SR 28 22 4%« —F 3k SR A, I
AR EHERE . REHESET T EREET
O, RIS HERE , il BT RN B B, RS et FE IR
R 2 5 150 AT AR N R 2y, B
25 DISG SR BKRS 22 y 5 ARZS @A, B E S 48
T BT | A e SRS R AR 2Y , Bl 1 24
15 Rk, AR IEALAR 5 (25 1154 7005 i, ifn 45 )
SAT LGN T 07 bRASTHE, #L AR R IE , Hgs
T AFNE | AR BE L AN Tk PR HERE
BER—AZ Wi h 2552 05, AR FAILHI AT fE &
ZIAR SRS PMNEI o BRAHIESY R A r A 4%
A, 70 T B8 3 1 B S AN L B AR R T R
o 8 TR A S LR A D R R P B R E . AR
Y F AT Y B, K R T LPS 55 1) TLR4
22361 T8 TNF- o 1 IL-6 4 A, % F LPS i 5t
TLR4/NF-B il {f fa & HIF-1 o , #E K 2E Z Al E
U BHL T HIF-1 00 B 3F S SRR 00 , AT & #5
B R XA FRE— 50, AR SR, &
IS HERE A A R ROR 5 M SERAME Y, B 24
807 AT AR R RV . Ak
F 5 AT HE— 2 F1 FH PKM2 455540 i 39 s i sh )
HIF-1 o JE [R5 5% 20 40 A SRS ff bt 300 I 3K — i ¢
AR IE R IFIR AT A T Bl 43 R
BRI
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ARSI AFAE— 5 I R B < A 3 T Hir IR
FILLH 1 S B R R ACKS 8 b A IS B[] A5, o BE X6}
SA-AKI HHAE FF- | Lac ZKEARLHEA T 8h A MER, K
K IBIFFE AT HN 12 h H1 24 h Z5EAS 5] B 18] 5O A E
HF | Lac, B BB FRbRAR T . ARS8 DABH I
AE SIS AR R ST SA-AKI, (H AN F 2 5 i
LA 55 40 i A 25 1 20 it R 25 A A A, TR R
e tt— AL AT T DA A 28 25 44 14 £ BE 43 M SA-AKI
B U ZE R AR A TR AR A ML

ZE LT, B HERE A 5 LPS 55 S 1 SA-AKI
R BRI LA 5 2 1) B AR AP VR, ML 2 ik
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