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WE. A6 WRAABMEnAKF (Yigi Wenyang Huoxue Lishui Recipe, YWHLR) i 4% 3.4~ £ B 3 (mixed line-
age kinase 3, MLK3) /-5 & %4k K 37 & & & & & ( mitochondrial unfolded protein response, UPR™ ) %3 U 4@ JitL 69 4% 47 £
LRI S AR E LA KT B A ZRBOERANE, FiE KA REEKZE 2(angiotensin 11, Ang Il ) 4] &) A HL -
15 Wlgm JL AR 45 FE R | A 4T URMC - 099 £ & % A(Oligomycin A) | 3 2,8 8 7& o f) K F 1, 4 A %7 B 28 ( Control ) |
Ang Il 28 Ang Il + URMC —099 21 Ang Il + Oligomycin 28 Ang Il + YWHLR £, 4 % b ik 40, 2 0 CCK — 8 sk4i0) 4 fi
%M RT - (PCR 35490 &40 HL -1 %@ 6 MLK3 & UPR™ mRNA K[ MLK3 .C/EBP R /& % & ( C/EBP — homologous pro-
tein, CHOP) . & %4k & -F Bk % 1 (lon peptidase 1, mitochondrial, LONP1) | #k %, %& & 60 ( heat shock protein 60, HSP60) | #4
1k %% 8 70( heat shock protein 70, HSP70) ] ; Western blot 4| &40 HL — 1 28 iz MLK3 % UPR™ A48 % & & K -F ( MLK3 |
CHOP LONP1 HSP60 \HSP70) ; %,9% % & A& 4 m] HSP7TO MLK3 B G ey £k tE L, &R Samatark Angll 24
MLK3 ik KF 2% E4(P <0.05) ,CHOP.LONPI .HSP60 . HSP70 ﬁkﬂc%m%T (P <0.05);5 Angll A48, Ang
I + URMC -099 8 MLK3 % ik K-F 2 F FH(P<0.05),CHOP,LONP1 HSP60 HSP70 % ik K-F 2 F EHA (P <0.05);
35 Ang Il 22483, Ang I + Oligomycin 21 MLK3 &34 A& F £ % £ %3 2% L(P >0.05) ,CHOP, LONP1 . HSP60 . HSP70 %
FARKFBEEH(P<0.05);5 Ang [l 484858, Ang [l + YWHLR 22 MLK3 & ik K-F 2 % F%(P<0.05),CHOP,LONPI
HSP60 \HSP70 & &K -F 3% ESH(P<0.05), i # A8 & bl K 7T sk @ i 4 MLK3 A 89 X AR RIT & &
B B AR S L LE BAE TR
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Abstract ; Objective The study aimed to observe the cardioprotective effects of Yiqi Wenyang Huoxue Lishui Recipe( 25
BHE ML A 7K 77, YWHLR ) by regulating the mixed lineage kinase 3( MLLK3) mediated mitochondrial unfolded protein response
(UPR™) and to explore the mechanism of YWHLR in preventing and treating heart failure. Method The mouse HL -1 cardio-
myocyte model was prepared using angiotensin Il (Ang Il ), followed by interventions with URMC - 099, Oligomycin A and
YWHLR medicated serum. The mice were divided into control,Ang Il ,Ang ]l + URMC -099,Ang Il + Oligomycin and Angll +
YWHLR groups. Cell viability and proliferation were assessed using the CCK —8 assay. RT — PCR measured the levels of MLK3
and UPR™mRNA (MLK3, CHOP, LONP1, HSP60, HSP70) , and Western blot analyzed the protein levels related to MLK3 and
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UPR™ (MLK3,CHOP,LONP1 ,HSP60,HSP70). Immunofluorescence double staining was employed to detect the expressions of

HSP70 and MLK3 proteins. Results Compared to the control group,the Angll group showed a significant increase in MLK3 ex-
pression( P <0.01) and a significant decrease in the levels of CHOP,LONP1 ,HSP60 and HSP70( P <0.01). The Angll + UR-

MC - 099 group exhibited a significant decrease in MLK3 expression (P < 0.01) and a significant increase in the levels of
CHOP,LONP1,HSP60 and HSP70( P <0.01) compared to the AngIl group. The Angll + Oligomycin group showed no signifi-
cant difference in MLK3 expression( P >0.05) but a significant increase in the levels of CHOP,LONP1 ,HSP60 and HSP70( P <
0.01). The Angll + YWHLR group demonstrated a significant decrease in MLK3 expression( P <0.01) and a significant in-
crease in the levels of CHOP,LONP1 ,HSP60 and HSP70( P <0.01) compared to the Ang [l group. Conclusion YWHLR medi-

cated serum may exert its therapeutic effects by modulating the MLK3 — mediated mitochondrial unfolded protein response.

Keywords : mitochondrial unfolded protein response; Yiqi Wenyang Huoxue Lishui Recipe ( $5 <7 FH % IfiL fll 7K J7) 5 heart

failure ; MLK3

)1 3% 9% (heart failure, HF ) J& t1 1 22 J5 D] 5 200 BE S5 4
FCE) DR S R4, 80 3O A (B0 7 5K D) AR Kk A A
O I PREE AL , 2 21 20 ™ T O il A e 2 —
N HF % R A 3 %2 It R A 9680 | o I T FDRE PR 25~
Cp L MU R B S B I T 2022 ) Y875 3 I BIUA o L g £
H 245 LN TG R 1139 TT N, iR AN D ER AL LR,
HE (9 38 75 B 3 — A2 30, 2% 005 R M 38 R B AR T
FIE HF 87 P E B R L 3 U, F A Be i ) 1 9
d, N1 BE 2% F A 1 29 000 I, H &% HF 5 7852 e K
FREZAIG T Z J5 , TG 16 DA SR AN, s 300 Wi IR e | o o
55 DR B TR A O B R R 0 HE o 3k
FH ) 3 T AR ()R, PR AR T LB A H i R G B, TR
5% 3IE B 28 kL 1R oK 37 & & 1 )2 W ( mitochondrial unfolded
protein response, UPR™ ) Jg— Filv i] 1L £ 437 B 240 5 L 14 4 1
5 et 285 183 187 B, T TS L A ) R 20 IO B O JEE 5
3, %oe UL AR 458 43 A OR 4 4 L AT RE 2 HIF B9 ¥ FE TR T
s

25 S PH 16 LA 7K 77 ( Yigi Wenyang Huoxue Lishui Reci-
pe YWHLR) %} HE 377 4 5, o7 R 40 3 0o 1L 2F 4
NN B e T R 2 R RO LA I A L ) S5
BT R S S B A R B I A K 5 TR A
i Z2 10 3 (mixed lineage kinases, MLK3) &5 & J1 8058 , AR IR ff
FE WA MLK3 72 1M 5 7K &K 2 (angiotensin 1T, Ang I ) 5
SO WU 43 0 1) B KPR KR MLK3 75 2 5 2k
PRAR AT 25 1 SO VR BT 2l B LR K 7 3397 O
JULAR R 453 15 ¥ FT REAIL A o
1 #MREFE
L1z R SR sh 4l

/NEHL = 10 JLAAR (R Procell A:ApRH A BRA T ) 5
SD KEL 40 H, M, SPF 9%, {4 iy 180 ~220 g, Wy T JH
AR L R g oL [ 31 ATk 5 - SYXK (1) 2018 -
0034 , ikt A K6 E-2 :44005800008163 1 . B4 1 i e [ 245
LR O i IR [V AT IE S - SCXK () 2018 - 0001 ], 3
BElRBE Hy 22 ~ 24 C, XS MR 50% ~T70% , H H &5
Yok

1.2 25 &% B A

Ang I W B Sigma 2\ &) ; URMC - 099 Ity | MedChemExpress
AT B84 A(Oligomycin A) (HE':04876) W 1 % [ Sigma -
Aldrich 23] ; MLK3 $iiAk (41t5-:11996 — 1 — AP) , C/EBP [&]
# H (C/EBP - homologous protein, CHOP) A (1515204 -
1 - AP), 2RI B 7 ik 1 (lon peptidase 1, mitochondrial
LONP1) TR ($i£5-:15440 — 1 — AP) 0l § 77 [F Proteintech 2%
i) ; AR TEEE 9 60 (heat shock protein 60, HSP60) Hi {4 (3t 5 .
sc —=59567) , #URTLEE 4 70 (heat shock protein 70, HSP70) HifA&
(5 :sc = 71278) , 0l [ 5[5 Santa Cruz 23 7] ; GAPDH A
(4it'5-: ab8245) g § J [{] Abcam 23 w]; HRP #5712 — 4T (L5
7074) W A 7EE CST 23 F]; FastKing RT Sz %% 51800 & (L5
R6620) g A db &7 RAR A= AL BH 5 A BR 2 7] ; SYBR SelectMaster-
Mix ($t5: 1710054 ) ¥ [ 35 [E LifeTechnology /A ]
1.3 Bl

BX53 AYIE G 608 ( H A OLYMPUS 24 w]) 5 H kAL
(3 BIO - RAD 2A#]) ; £ HAL (S5 [E BIO - RAD A H]) ;98
B85 ( HA Nikon 22 7]) 5 QuantStudio 3 B SZI 520 5E £ PCR
F 4 ( 5 E AppliedBiosystems 23 ] ) 5 42 H S BE AR R 50 (3%
[& BIO — RAD A H]) ; Z3hfelitR{Y ( 35 E Thermo/MultiskanFC
A,
1.4 J7%
L4 1 & %40 QM SD REUENMERSRT d, BPLSFEEL
T4 R IR (Control ) 55525621 o e JRN 5 3h iy 4 3% 1 AR gk
TERG BT . SHRBERIESE 2 K, FIK 2 ml, %57
do RIRGZMEB G 3 h, RUMEIET S 1. 5% R L ZNE R
IR B, 8 F2gh Bk, 7€ 4 CvKFERRE 1 h J5, L4 15 000 v/
min #5.0 10 min, 7 & ML , 4 PO AL AL B T 55 °C Kif 45
min, {§f FI TC R IS4 EBR T S B T - 80 CUKARIRAE#5 T
1.4.2 wpLmips A Aoy ms s B9R HL - 1 /MGG LA
L F K HL -1 i85 376 & 10% JR 4= 1ML, 100 U/mlL 75 %
F 100 mg - mL ™ BERE R ARG IR IL PG IR BE SR A I
37 C 95% 253.\5% CO, . 44N K F] 80% ~90% i,
HATIG EL L 5, ¥ MLK3 #i71] URMC - 099 ¥ fi% - DMSO
i fEZH S 200 pg - mL 7' UPR™ %370 SE 8 % A (Oligo-
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mycin A) #fEF DMSO i AR 10 pg - mL™" o 41l
B340 K« %F BE 28 ( Control ) | Ang I 28 . Ang II + URMC - 099
2 Angll + Oligomycin 41 ., Ang Il + YWHLR 4,

1.4.3  CCK8 Al zmpoigie  H% HL - 1 40 B i F 96
U, Bl A0 M % B AR 2T 2000 440, &AL 200 wL, fF
96 fLAR 0 I BE IS , 25 T AL 3R, T 24 h 5 1w &ALINA 20
pL {4 CCK -8 7,37 CHEHE 4 ho JIBGHR AN E 7E 450 nm
A B SEAE , JF AR OD BN & 4G Ty A0MIG 1 % ) =
[Om2y -21) /(s - =5 11) ] x100% .

1.4.4 RT-qPCR #n %-21 it ¥ MLK3 % UPR™mRNA &
F o # Trizol HUR G UM S HBCL ILATH HL - 1 & RNA, R
EHSHE RNA 4, ] All —in — One cDNA Synthe-
sis SuperMix 271 &% & RNA U558k oDNA 3 8 FOh; 5% :
42 °C 15 min,85 °C 2 min,4 C o, 12 pL cDNA MR T
P RE RN EM: 95 C 1 min; 95 °C 15 s—60 °C 30 s—72
°C 30 5,40 ME#H ;95 C 1 min;95 °C 15 s—60 C 1 min—95
C 15 s, 1 AMESR, 45274 Bl A 75 A0 hT , LB B 51 9
HAETAY LR EE) ROARARRME, Wk,

#1 51975
I RS [l 75

GAPDH GGTTGTCTCCTGCGACTTCA TGGTCCAGGGTTTCTTACTCC
MLK3 CTTGGATGGCTCCCGAGGTTAT CACCATAGGCTACGGCAAGACA
CHOP GGAGGTCCTGTCCTCAGATGAA GCTCCTCTGTCAGCCAAGCTAG
LONP1 CCAAGCATGTGATGGACGTGGT GTCCAAGTTCTCATCACTCTGCC
HSP60 TGCTCATCGGAAGCCATTGGTC TTGACTGCCACAACCTGAAGACC
HSP70 ACAAGTCGGAGAACGTGCAGGA  GTTGTCCGAGTAGGTGGTGAAG

1.4.5 Western blot #] &-28 4w jo, 7 MLK3 % UPR™ A48 £ % &
K AR B PR BUER 1, BCA R E B MR
i Ff] Loadingbuffer A5 )5 #E47HL K , BHKGE ERERE H 30 pg, H
VKI5 LR IE 2 PYDF JIE, 5% JBLRE 4 B 1, A 12 1000 4t
/INER, MLK3 ,CHOP .LONP1 .HSP60 \HSP70,4 °C %K &5 13 7% ,
TBST &% 3 ¥k, &k 10 min, fill A HRP FRiC A EHT R —H0,1 h
Ji , TBST P& 3 ¥k, 5K 10 min, 4% 35050 £ 1 W1 1518 & KOG
AR B, 5BEAEIT 3 min S5, 68 A0 SR AL KO R R G2 ik
1T,

1.4.6 & 5 6 AR 3 Ao ) &2 2w o, HSP70 \MLK3 %& &
AR AN A E TROCILRE M A G5, 1 T HsE S,
KM Z R P REEE QIS 1T 2Ot g 6, | R MAY MG
(% 0. 19 4z 38 F I ) % 20 B dE 4734 P41 30 min, 35 A 58 1
JG R BB, AU I —HUHET IR E .4 CHEE
WG FEE 0 MAM B Pt — st T =B HE 1 h 5, 5%
LTHUETRE A DAPT QLA gL 8 5 min, JE V5 SR IO
IR BB TR,

1.4.7 it % SRBIREYITEOREEE, ME «
PRUEZE (x +5) Fon, R SPSS 26. 0 #il GraphPadPrism 8. 0 4%
PEHEATGETE 43 BT, 2] FOA 1 S8 AT T 285 40 A1 A6 35 - PR 3R
J5 2EFEPEAHT A T 2555 A LU ORI ¢« R, 45 T 2548 5F
ZH ] LY %8 R A Dunnett T3 #5565, P < 0. 05 B 22 5% 6 48 11 %
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2 &R
2.1 CCK8 %4 & 4100 L4 f 3% 7

Ej X RRAAAHLL , Ang 1T 20 20 Jf 35 07 0 35 AR (P <0.05)
5 Angll 4HAHLL, Ang Tl + URMC - 099 2 . Ang Il + Oligomycin
H Angll + YWHLR ZH 4 035 5 & i (P <0.05) , 4%
$27R , Ang 11 Jl 33 fi6 S5 5 B AR 4 2 35 7, URMC - 099 . Oligomy-
cin YWHLR ZbFEYS AT L3R Ang 11 b BRSO 4R AT 1. DL
TTXXXVE 1,
2.2 A 4G L4 B A % mRNA & 3£ B L

EXFIRAAH L, Ang [T 411 MLK3 mRNA kKR35 F
F+(P<0.05) , CHOP,LONP1 . HSP60 . HSP70 mRNA 3 ik 7Kk 3%
BETRE(P<0.05) ;5 Ang TAIAHEL, Ang TT + URMC - 099 4]
MLK3 mRNA 57K ¥ 8 3% T (P <0.05), CHOP LONPI
HSP60 HSP70 mRNA k7K 2% FF(P <0.05) ;5 Ang I
HAH L, Ang IT + Oligomycin 4 MLK3 mRNA Fik/KFE2E 7T
Biil2: 3% X (P>0.05), CHOP  LONP1  HSP60 . HSP70 mRNA
RXKFPRE LA (P<0.05); 5 Ang I 4140 L, Ang 1T +
YWHLR £ MLK3 mRNA 23k K F 8 & F R (P<0.05),
CHOP .LONP1 ,HSP60 . HSP70 mRNA ik /KF B 2% FIH(P<
0.05) . 55N, 53T A ML, Ang TT 2 MLK3 mRNA ik
K B T4 B #F URMC - 099 5 YWHLR -7 /5 MLK3 mRNA
FkIK TV B3 AL 7E URMC = 099, Oligomycin 5 YWHLR T
#ij5 , UPR™ #H3& CHOP LONP1 , HSP60 . HSP70 mRNA 131k
KR, TUAHRTTXNE 2,
2.3 FHCMAMMEXEGREFN

SxABHAR L, Ang I 40 ) MLK3 25 9 £k /KF 2% - T+
(P <0.05) ,CHOP LONP1 ,HSP60 . HSP70 % (4 353k /K 3F i 2%
TR (P<0.05);5 Ang Il 41/ kb, Ang I + URMC - 099 4
MLK3 ZE [ 22 ik K F 5 3 F (P < 0.05), CHOP, LONP1 ,
HSP60 \HSP70 R iKx KB LT (P<0.05) ;5 Ang T 4]
FAEL, Ang Il + Oligomycin £, MLK3 kK225 BHE 24 &
X ,CHOP . LONP1 HSP60 \HSP70 % 363k K - B3 ETH(P <
0.05) ;5 Ang [ 4LAH L, Ang IT + YWHLR 41 MLK3 2 1 32357K
SRR (P <0.05) , CHOP . LONP1  HSP60 . HSP70 %5 14 3
AR EFH(P <0.05) , Z5R4ER, 5XT AL, Ang I
ZH MLK3 4 |1 335K 7 % $2 5 ; 72 URMC - 099 5 YWHLR
THifE MLK3 2 [ 235K 7 8 ZFEAL; £ URMC - 099 , Oligo-
mycin 55 YWHLR F i J5 , UPR™ #f 3¢ CHOP , LONP1 , HSP60 |
HSP70 & R FRA B R E 5. TAmTUXXXVIA 3,
2.4 A4 L4 j HSPT0 MLK3 & & %k 3£ & UL

GIE DY A R R, 5 X B B, Ang T 4H ) MLK3
HEHFBATWE EFH(P <0.05) ,HSPT0 R E ATV B3
TR(P<0.05);5 Ang Il 41 AH L, Ang I + URMC - 099 £
MLK3 25 [ 3R5/K T B3 TR (P <0.05) ,HSP70 & &Rk /K
FREEFF(P<0.05) ;5 Ang T ZHAH I, Ang [T + Oligomycin
4, MLK3 Rik/KT-22 7 TG4 L (P >0.05) ,HSP70 2 [
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Tk KR E ETH(P<0.05); 5 Ang T HAH I, Ang T +
YWHLR £ MLK3 £ [ 323k 7K - it 3% T [ (P < 0.05) , HSP70
BEARBKTFRE LF(P<0.05), 51 H#R, 5% A4
ke, Ang I 21 MLK3 25 [ 335K F B 242 & ; 76 URMC - 099 5
YWHLR T #iil J§ MLK3 % [ 3 ik K F &8 3 B % ; £ URMC -
099 ,Oligomycin 5 YWHLR i )5, HSP70 5 H it ik 1 B 3%
PEm . ML TTXXXVE 4,

3 itig

HF B R4 R W K 2 R o0 T M4 M pL i, I rh Zeni R 1)
[ R SR NP S 72-4iS [ N ¥ TR L NG € e PP K= TR T
WRS , AR AL SRR R S YA)T HF By es' ", UPR™
P = OV S A= ST NIl o4 L= 8 7 N >
KRR LRI & A2 B T, R BRI S I RE R Ay &
FIBT ™ AR A0 R AR, UPR™ 2 B0 , X — RNV F 2R 1 AR
BAMLRAA R A R,

ANEFLB Y, CHOP 2 UPR™ Wy X% H F 2 —,
CHOP TJ 1E Jy % 3% B 745 4 UPR™ M 56 5L 1 19 I8 3 7, AT 75
SRR B AR . UPR™ BS54k
BB H AR T =B R (adenosine triphosphate , ATP) {4 #fi
TG R R YR g A i L AR e I, B E O A
RFEH I (heat shock protein, HSP) 21 i, 1 55 25 1 B (19 45 2R 4
BT I T IE R T B LU O S A B R IER T &,
Hodr HSP6O 15 Bl 5 5 (57 A% G it 26 P9 A 3T 2 4 e 35 R 41
At 13 FhIFEIR4E 2R (19 202, HSPT0 55 1k B 5 R R 9 6K
A s, BRI SR R T ATP RER i 2R
LR BLIR Lon ZE (1 ( LONPL) ROk 2 (1 243 B P(ClpP) , 171 53 [
LA N 2 B R T B E AR . AAME RS R
PR Y UPR™ BTG RPN A2 DA 5 4 0B O LA 49, A ) A
FH UPR™ 84035 73— 542 25 UPR™ V& ML I H (L2041 1 .0 Bk -3
(iR

TEARWF 5L v, AH EL X BB 40, Ang 11 4 (% CHOP, LONP1
HSP60 Fi1 HSP70 % UPR™ #H3% mRNA 5% 43 ik K 8 1%
G, 327 /N B LA 285 Ang 1T AR B , UPR™ Ji2 )i 32 21| 11
T, WX Ang T 20, Ang I + URMC - 099 24 . Ang II + Oligo-
mycin 21 . Ang I + YWHLR 41 CHOP LONP1 , Hsp60 F Hsp70
mRNA 58 (1335 K T 8 #4285, £ 8 URMC - 099, Oligomy-
cin FEE AR PR 1A K 7 BE_E 98 UPR™ i B = 3% AT LAk
e Ang T S:800 /N BLO WLATAE Y UPR™ gk S, x5
AngIl + URMC - 099 2. Ang [ + Oligomycin 2§, Ang Il +
YWHLR 4 CHOP i # & = AW & . 1 4b, Oligomycin 1F
UPR™7 %5, Ang T + Oligomycin 24 1) CHOP ,LONP1 , HSP60
1 HSP70 % UPR™ #1156 mRNA/ZR 14 355k B2 42 5 , {HJ2 MLK3
MR IN S Ang Il AR I 0 B 3525 7, X B Oligomycin 553
UPR™ W] fEAS i MLK3 327438, URMC - 099 £ MLK3 30
B ICE 5T Hi 3 HAA L UPR™ B 1E F, {H 52 56 25 R B om
Ang Tl + URMC - 099 ) CHOP ,LONP1 ,HSP60 FI HSP70 %
UPR™#H ¢ mRNA J7 8 [ 3% 5K 1 35 42 5, X 130 W1 R 4o 0
MLK3 7] ) |9 UPR™> 2] Ang Tl + YWHLR 41 5UiE 4345
URMC - 099 #H ], 45 & F AT 9 1B 92 MLK3 Jy YWHLR [

OB A5, 150 A 25 AR BE G 10 R 7K 7 RT g 3E A 41 il MLK3 e i
# UPR™, Jali /O LA A3 497 , DT b2 o E D) R

Ry 222 500G Ak B 1 IR ) K T R L, MILK3 5 25 < TL FH
TG AR T Gt LA A 25 P DG R o AT BAETI B 93 i B 25
AR BRI MR ZK T R DA E S ) MILK3 3 g% 240 HE B9 1E
FH, 91 B & 88 HF RN BL A UPR™ A5G 2 [H] 3% 35 12 35 Ui
B Ang I 0 JULAR MO A5 45  donoc LARJEE ) J2 H i 52
HF 3 FIR AR 2 Rt Jo i T MLK3 (9363, K
T UPR™ AH G HE A 9 23k, 45 3% W /R YWHLR ] fig 38 i 7 55
MLK3 -5 () UPR™ et O LA BB 95 o SR T AR SC 1 R B 2
WA I B MLK3 il 845 UPR™ B8 K3 ¢ — Jun SR
Vil (¢ — Jun N — terminal kinase ,JNK){E & MLK3 Fii#HRF
B PR B H L UPR™ rh 20 EH 2, X 2R 7] LA MLK3/
INK 348 i — 26 3R 28 A0 A0S 1 A 7K J7 8 42 UPR™ 1y
BLA >

PEEAEACh HE ARA SR O M, B RAEFE 2, IR 5
TR AR 2, T IRAR R 2 A S GO AR T B IR 452 HE S S8
DR, S A A R S B A O () - AR RE R R
FYE:CPHAHE ARG H  RILTNTH A, iRz 2L
HOLW” o RIS AN AR Z R A, —EH LK, HSR
BN JE—FhBE I , TR B 22 A Sy b A 4 L 3% 2 1) % 8l
BB R MARR, EA —EMHLZ . (N
Z - RO ANEI A, AR E, S HE”, EERAM
FH ARG A7 % 19 15 K 25380 5 R, ORL IR 55 BHAUH L, 4L
IR LSRR H 3R T R, 55 4 8 AH DG I LR Sob (AT fig
FREAT 5 EAE NSRBI DNA & BEEAIRA 5. 78 PH A IIE K R
R, FORE R ACIACOT 03N I 5 6 BH R UE £8 5 v , SRR RE DG BB
AT ROACHIES T o BT LR 36 R S e B 1 2
SR BH 5 YRR LR R 56 S B AR 3P0 JULA L P AR AE —
KF. mARMEMFK T B A5 BEE R E
A ET FERI AN Hh e R AT T, O
HELFIKIH M Z B8 s IR AN B R IR R UA PR R a2
A RA TR ZR, BT 45 S8, A2 UL s s B 5 B A
DrEVERT , AT 16 MARIRGE 4 2 ), G A1 g Bk 38 AT R K T8 ik 5
B FMERFETRK, &4 i HKiE, E5H,
AEEH AR K, 3 [R) 3% B 2 Ak B 3 000308 8% L B ) 7K T Wi 1)
I PRI HE— B RS i R BT 0L Ky 3 e A
BLARAE S R N AR PO E , 7 8 L2 B B 45, w] L)y fied B
B 2 AR AR S

25 b, AR R 5 SO BH I IR K 57 7] LA R 2 B Ang
I0 75 S 1 /N BRC LA A5 455 , LA T VT gl A i 4% MLK3 A
LR AR AT B AR 1 SO SE I
S 3k
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