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Advances in the mechanisms of chlorogenic acid against heart failure
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Innovation Center of Chinese Medicinal Resources Industrialization, Xianyang 712046, China; 3 Medical Research Center
of Shaanxi University of Chinese Medicine, Xianyang 712046, China)

Abstract: As the end stage of cardiovascular disease, heart failure (HF) remains one of the leading causes of human
mortality. Although current pharmacological therapies for HF have been largely standardized in clinical practice,
patient mortality rates persist at elevated levels, necessitating breakthrough advancements in therapeutic strategies.
Chlorogenic acid (CGA), the principal bioactive constituent of Lonicera japonica, has demonstrated therapeutic
potential for various cardiovascular disorders. This review aims to comprehensively summarize the potential
mechanisms underlying CGA's cardioprotective effects against HF, focusing on its multifaceted actions including
modulation of myocardial cell metabolism, attenuation of inflammatory responses, alleviation of oxidative stress,
inhibition of cardiac fibrosis, autophagy regulation, anti-apoptotic effects, and ferroptosis suppression. These
mechanistic insights may provide a scientific foundation for optimizing cardiovascular disease management and
facilitating novel drug development.
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B SZ AR AR BEEIN 52 A BRI & P, EEha
MR N s ORI AN 15 T A N LA
JRT B ANE S L AR R A AE L, (B PE S 1E iR
I7 0 DI FE R AL AR P AFE LG 32 . LR SR L
JUE A5 D B R AP AN RS M, TR 4R 2 B0 0 7 3
VR BRI 25, IRER R, BRI
Bz, & HHAYT O Em AR 2 . P
TR TR 2R BIER N 2
PERAEI S SRR DD 5 i 2 e R
M Ve Ry, B RE PR R JUE .
MR FURERSEE B EF R Y, SRR
I SR R L SRR FEEAL . D ULRESESE 2
PG, R 2 SRR A2 Lo ML P TS R B L T2
225 R YTIE 70, 8 H AT SRR 5 0 0 38 s R
FAIRED o A SCERIR T 2k IR AE 16T 0 1 5E
SRR AR AL, DA SR B R AR O o 3 5 iR
VR a1 ()7 VAR S LRt

1 RIFER

ZRIF IR XK 5-O- MIHERZE T (5-O-caffeoylquinic
acid, 5-CQA), 7 FiX N CH O, (B 1Y, MR
KRR RMEAEY, T2 EE T EHAE.
WNMESEE WA, RS R AYETES D
A R U g R B TR PR A S B R
fow U, Jr ek, EMEHZHA. ZREMNAH
R, RO M B IR IT RN BRI
R AL O Sy 3 i B A, 23 J R Re 8 a8 0o G 0
FHEM . ROV S80I AR IE KT
R JERERE M,

2 FIRERETT O HREHER L
2.1 FTOAARAEAS

O HEAE N NARFF s B e 1) “3h T2 7, I 2 it
1T R AE B, DLYERR IR H e fn T ok

HO \

HO

Thie U IEREGLR, O LA AL 3 B F AR B B A
BE R S A AR E T RERE TR, AR
R R R B2 2R . I D R SR A AR A 32 B
% BEAT R A2 AT, 1A IR 8 ) I SR I A o
1, FHERERAEMA L, ToVE RO AR K.
IR, AR B ELIE 51K — RIS Y B HER RIS
T ) RO, A E O LA D e AL
JIEGERE o 1L ARG T IS 524K o (peroxisome
proliferator-activated receptor o, PPAR-a) /& — 1% 52
A, BENE IR I DT R QA SR R 3Rk, et IR
07 W2 () S8 Ak AR . Wan 25 U1 3 5o 3 ) Sprague-
Dawley K b il 85 R 48 70 1t £ Hh 2 J 1R 10 22 JiE [t
BEAEH], RIERIFERRRE LI PPAR-oo /) mRNA
ik, WMEIMTRRAI M 2, K3 A s IE [ I af
K BRI B [ B MRS FE IR B 1, T s e B IR
wH. EAPFIRIE, 25 RE S HOE PPARy- i
I X 5244 o-ATP 454 &2 5511 A 1 (PPARy-LXRa-
ABCAL) 342, 25 IH A i A\ Em 20 i it i 22 305
T, R T S E R R BR R A B R R
(apolipoprotein E knockout, ApoE™) /N i, 3 ik 5 £ A
AT A T AR U R I R L A 5 o R T A
FER, Seom ek R R AT DI I 52 s R D7 R A 6 R
S SR R AR R, HET RO R ORA R
A, Ping 25 " 7F HOc2 F1 AC16 0 L4 55 7Y rpr
RIN, oxJRRR AT 2 PR N B LI (isoprenaline,
ISO) 75 3 (1 4L Mk AE K A 5 4 40 B 84 JR K (atrial
natriuretic peptide, ANP). HX%}JRJIK (brain natriuretic
peptide, BNP). B- ]l £k 25 1 = 5% (B-myosin heavy
chain, B-MHC) ] mRNA Fl & [ &K iE K, H LA
ST A 1SO WAL K. BRE 1
AMPK (adenosine monophos-phate-activated protein
kinase, AMPK) #2751 GSK621 1] Hp [7] 34 3 £ 5 2 (¥
FUIERBCER . AMPK ARy Tt iiil, 7T LR 2
PR B, R (L £ FE L1251 4 (glucose

El BRI
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transporter-4, GLUT-4) %4 £% B4 i i fit ", $2 T4
HNE ISR, R4 R Re AU, DA EREAT
7R, SRJE IR AT Re il ik WOE AMPK {3 58 5 3 5
T ETREARHS, AAECNLAH B AR R H R FE R EF -
DL 47, SRR ] e 38 e 42 i g 107 1R A0 ] 26 W 1
AU RO ER, (H 25l i HAR A2
22 RRRERMN
2.2.1  HiH|NF-«xBf5 5 il i

Oy v i R P BE ROE RN . AR B
(nuclear factor-kB, NF-xB) 1E ) VZ AATE 3% 56
R, 1E R S G 20 AE R, mT o [m) H A
R s R P, IER M, NF-«xB £
M 5 1% K ¥ «B #1125 (inhibitor of nuclear factor-
kB, IkB) &5 &, ELIEMIRA . O N4H 52 ROE
A7 B, 1B 3 (inhibitor of nuclear factor-«xB
kinase, IKK) 4§ #v%, f# kB & A 1 8 10 A5 1 4k
2 FALPE MR, NF-«B 15 UL R BOT 2SR B
1M NF-kB (P32 @ik RV B8 e
iFneretb. Li 5 P9 75 1SO % S 1 A2 K B0 L
ORI, SREIR AL S, KO HL4E AR
N, JEKHAREH (ANPLBNP Al B-MHC) 7K PB4,
NF-kB % #% A7 45 BHL T, 177 NF-kB #1175 IkBa #H 87
MR, 4n P Ve 4 (reactive oxygen species, ROS)
B PEAK. Tang 25 VW50 R B, 1E HOC2 0 L4
Marf, 2k 5 R RE I NF-xB p65 Fil p-NF-kB p65 [f]
Feak, 1 B AR MR 2R B8 R - (tumor necrosis
factor-a, TNF-a)). H4H/ % 1B (interleukin-1f, IL-
1B). 4l ili /> % 6 (interleukin-6, IL-6). [ 4H il £
% 18 (interleukin-18, TL-18) 1 5 4% 2 Jfa ¥ 1k 25 19 -1
(monocyte chemoattractant protein-1, MCP-1) %5 {i¢ %
RFRIFRIE, & K5k & 1 (angiotensin 11,
Ang IT) 755 1 Co T LAH IR RN 28 i S B2, A B2 ki
O 36 vy B 30 J8ORE RN 43 eSO IE D g o E /D B
T BNk 5 464 (transverse aortic constriction, TAC) «(»
TIFEVR AL, Tian 25 PO R ISR BR P PR
p-NF-kB p65. TNF-a & F&E K, g0,
B 2% TAC 5 3 10 J) 32 3 /N B e o0 2 D)
AW, ZRIFBRAENG 2 B (lipopolysaccharide,
LPS) Fil &b B {7 N ik P Bz 40 Mg o a5k 100 i) NF-xB
FHR B F FRIE KETURAE, B Ko AL AR
FIR BRI IR AL T B RE BT. gr b, SRERAT
PUIE A1) NF-xB {5 5 2% Ji /D> 2 hE R R, i
M HEZZ 0o ) ZE v R

2.2.2  HHINLRP3 28 E/MA
NLRP3 (NOD-like receptor protein 3) 48 Jift /M A
IS KNE S 5 NF-«B 8% s i A E, H
A B AR A A 4 B DR R R S T S R
TERNE ISR, S 1) NF-xB 7] DAFE RS 5% /K
9 NLRP3 K (A 41 i /- 2 -1B #i 44 (interleukin-1p
precursor, pro-IL-1p) FFEF Fik P, NLRP3 4 5iE /)N
A RIR oI5 R G0 IR B ROREAL /4%, 1 NLRP3
B A48 592k 85 H ASC (apoptosis-associated speck-
like protein containing a CARD) F/l caspase-1 Hj {4 (pro-
caspase-1) ZH B ™o 24 411 o JE 0 2199 JE 7R N A= sl 4
4545 J5, NLRP3 i il i B0E caspase-1 {2 12 %
JiE [ TL-1B A0 IL-18 B A AR, 51 R RIE X
J82 P, Chai &5 " 7O LBR L / FHE 3451493 (myocardial
ischemia-reperfusion injury, MIRT) /s i 1 %Y rf %% 3,
ZR JE IR AL B 5 O UBE AR TR AR 3N, I O WL A b
LW FL I B A8 (lactate dehydrogenase, LDH). J/L
P2 I it [7) 1./ (creatine kinase-myocardial band, CK-
MB). DS E A T (cardiac troponin T, ¢TnT) 7K
PR, JFH NLRP3 55 ASC 45 &0 29855, ASC
FERARTE 132 B4 8], AT B W NLRP3 48 E /A
fRroe S A1 s, W RO RN 5 Ak, A B By
7EFI F ApoE™ /IN B M F 1) 3 fik ks A% 1 A A 784 o
W, 2R EREENE I &N i NLRP3. caspase-1 F1 ASC
(1) mRNA & H KA, @i NLRP3 &M/ ML,
Pl /D A2 98 A DR TL-1B A1 IL-18 (=4, AT 2
HERNKAAEAEAL . DA, SR SRR OT DLE i )
NLRP3 #&E/MAIE B R 1GTT 0 ) 3 0
2.2.3  §HIMEK/ERKAE 5 i@ i

22 24 Ji 35 A0 B 1 OB O /20 i AE S
141 (mitogen-activated protein kinase kinase/extracellular
signal-regulated kinase, MEK/ERK) 15 5 i@ %) 2
50k JRE S S R 4 B AE 22 BRI AL R 1 O
(mitogen-activated protein kinase, MAPK) Z %+, MEK
A ERK 2 ¢4 i 52 ™. ERK 7] 4 _E 37 43 T MEK
T TR A B0, s B B 3 T 42 WA %) 0 S I G A R
MW IRIEE S, (E4RRR A o B % 4 T AKX 41 A
o B, ERK 38 T #0% IKKB {2 3 kB F& fi#, M
PR NF-kB, 15 JLHE 20 M A% A 45 e s R 4 1 B2
Bk i 45 B 7E MIRT K SRR R R B, 40 SRR T Tl
Jai, S5 AR S0 WURE BETE [ 5 3 4 /)N, CK-MB
A LDH % PE 20N BEESS, {287 IL-6 [ TNF-o
PR [F) 20 R % 5 [ BT, MEK/ERK {5 5 @ B AH
RV TE M 32 2 0 40|, H ERK & A BRI FE
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e Rk 5. DL BSR4 R, 4k 5 R id ik MEK/
ERK {5 5 8 B ] SO S M, 32 T 9 A JUL R I /
FRREEDUS -

2.3 HMHISE LRI

O 13 RIR ML 5 E ARSI VIR G . T R
RET, OULAHL ROS A il 5 i/ Bk 2 7 5 22k
AT RERERS . WAL T S A A iR Nt &%
JRRRAVE A RIRB IR A S E SRt BT, X sy
F2 L RE NS BB M A PR 4 B P 2 R () ROS, Tl H it
AETH2 8, BN X E HILHFNY
Ji, AT 2 PR AR A L 9 ROS IR . 4R A2
N PR AR RE R I R E I, A2 ROS AR
T 2 — Y, 2Rk A B A 1 AR S A BTk b
ROS MR, 2R IR T 38 i 15 RS A 5
2 #H5%f# 1 (silent information regulator 2-related enzyme
1, SIRT1) F1 AMPK i A0 B A S B A0t 52 44 y
SR F -1 (peroxisome proliferator-activated receptor-y
coactivator-1, PGC-1), HA5mzek il S50, $m
BRI R FL AL, A S8 Ak R IORT 28R A4 T fie B A
YRR LR PR B IEH A T Re B SRR BRIE BTG
K2R B2 5 R F- 2/ 21 2 %A -1 (nuclear factor
erythroid 2-related factor 2/heme oxygenase-1, Nrf2/
HO-1) 15 5%k “", 7] LLE Jy PPARo/y XU i %))
B T R EHPUAAAE R . Suzuki 25 P 4R H
23 Ji B AT AT 1 R v L K BR FR) f s e e G
EIRE, HALH I H] ROS (1A B R 1 i) 4
R LA e NO A AN AE PRI RS, AT 32 1f
Eark, BRKIM S . Wang 25 ™ 57 (0 LASE B8
(myocardial infarction, MI) K BRI FEIR, 255 R T
Wb PRI PRI S E T S, AP A R T3 0,
ROS #iE R, #AEKF TR, OV 4R L AR
LSRR s R, % R R I 4 ) AL R G
70 )3 .

2.4 FMEHPOANAYELL
2.4.1 J#H| TGF-B/Smadfs 5 i@ %

Ak A K K F -p (transforming growth factor-P,
TGF-B) & —Fh Z DIt 4R+, 251540 b
B b T R G S A HE AR MY ZE LA
AL R A R g R, TGF-B it AE H -+ O LK
2T 4k 41 Jfl. (cardiacfibroblasts, CFs) & 4% e fg 4 H *,
Smad &5 [ (drosophila mothers against decapentaplegic
protein) s& TGF-B ) EL#/E Y, W2 H ESE
B8 B 3 B R RN 4> F ; TGF-B ANV e Smad
HH, ek 5 8 B S gH AR 5T R BB R

M G AR ik B R A S TR TGF-BL
F/NER CFs Mg QLA 4L 4E AR Y, RN 4 S IR
T RE 2 2 ) TR B 5 85 1 (collagen type 1, Col 1),
III Y Ji2 5L 2 A (collagen type 111, Col 1IT) % o- “F- i
WLLEN 2 (a-smooth muscle actin, a-SMA) 25 4] 4
teAr E B EHRIFRIE, 0] Smadd 1A K& H R,
FFE R o- P NVLEI & B 2 (a-smooth muscle
actin 2, Acta2). Twist i 5 [ F 1 (twist family
bhlh transcription factor 1, Twistl) &5 % 5 i #5 [ 7
J S100 £545 4% 4 A4 (S100 calcium-binding protein
A4, S100A4) i) mRNA /K. PLEFoR, S5 n]
RE 8 I B TGF-B/Smad {5 5 38 B L6 v, il
LR AL AE DT DR (1) B0, T LE 48 B 7K P A 2y
T RIEPUAF NN o 12K I 0TI 35 1) iE
ST AL T W25 W04 P s B AR

2.4.2  BuficGMP/PKGTE 5 i i

IR 2 FF R (cyclic guanosine monophosphate,
cGMP) & — Ff 1 & ¥ i2 34 {L i (guanylate cyclase,
GC) &AM AN 88 A5 50+, mliEd 2k
I G (protein kinase G, PKG) #7241 i A4 K F1 A7
W AR, R maE e O 4 J A0 I
BEPW, FEIEFHH T, cGMP/PKG 5 5 il B
0% 8 1O LA PR e 4 DhRe . ) Co UL 4 B i
T2 AR O ILEF AL, 4ERF QBRI IE R ThRE. 24
T %5 = 38 A BEOIR A T AT g 2 Hh B P 0% B
ThEERERS, 5800 WLAN B4 4% R0 T Th R AE B,
Qin %5 POV | FH BE IR A7 T A 2 1 BB PR /s BB,
BT RIERRIGIT G, IRE SR O LA 440 B
W, IR EINGE. E— PR, SRR
AT I OE cGMP/PKG i B, BH B s BE 5 S 1
p-Smad2/3 #Z A, 3k T F0 O LR A 4 20 i A 4
A SRIE R )R IE . eAh, R R I I 4 =y P R
B —SE MR A K (nitric oxide synthase, NOS) 7% P
fiE3E NO A e, 2 0o LS 2F 2 20 i cGMP 7K P,
W& PKG, I RAEHBTO WA 4EAAE -

2.4.3 I WntfE 5@ 2%

Wnt/B-catenin {55 5 i B 75 00 /7 35 vty W ORI %
SRR Y EBREIRET, B-ENEA
(B-catenin) i# it 54 25 9 (axon-inhibiting protein, Axin).
JiR IR 14 45 1 S, A9 5 11 (adenomatous polyposis coli,
APC) J i 5 A Rl 0 3B (glycogen synthase kinase-
3B, GSK-3B) #4 ) i 2 5 R4 5, 7E GSK-3B /i
SRR RRALE ] B R A R D Y
Wt Bo A 5 5 2 1 1 Frizzled 524K AR % R &5 A
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= AR < 85 H 5/6 (low-density lipoprotein receptor-
related protein 5/6, LRP5/6) 3t 324445 F 454 5 Y,
I g B AF T R S A B AR R S A T RE, SR
B-catenin i R 1k % I Jf & A= ¥ i £ N,
B-catenin 5 T ALK T / WK EE 455 K7 (T-cell factor/
lymphoid enhancer-binding factor, TCF/LEF) ¥% 5% [X -1
FIRTCIE &Y, EMBOE R 5, iR
WEE. AR B He &5 B9 R 1SO A
BACL6 4 r 7O WUIE KBRS i b
9 Gt PN A I o TR TR TR Ak 3L S R) 4 i 2 T AR
BEREE, O KAREY (ANP, BNP, B-MHC)
& mRNA FEE K B3 E K. b, fh
AT W 5% 31 3 )5 B Pl A B8 mT 061 Wnt {5 518 % AH G
#0055 [ B-catenin, p-GSK-3p 1 8 40 il Jp I 5=
(cellular myelocytomatosis oncogene, c-Myc) Ft) &
15, AN GSK-3p HIRik. DL ERFERI], 4
JRIR A] fgidit Wt 5 52 5T 0UER, #
HL WL L, HE TSRO ) 30 .
2.5 ETHARR B

H W2 FAZ A ) BE 2T 2L 30 ) vh v P R ST
IR R 40 7. TAERE TR R, LA AR R )
TE ML BN J3 5 L DA Je 38 22 ol B vh 8 R 4% IR 4 1
FI BV, MR Bh 5 SO 3 2 2 S B R AR
MR 32 8 A RS PRI ATP AR e SZ 40 2R A
W BP0 e R
SCP, PINK 1/Parkin 1S R 2R [ WETE 20 fik o A
AR R R i O A, I T X — R
REE A A S kol RERE AL, . R4 it 7E Bl K
SAERE AL PR SCREE ], EAIRE MR B
TR B R A IR A0, TR M AR R 2
) ik 086 A% R A 05 AR [ E BEARRAIE Y. Far s A
/AN B VL R AR Y b R I, R AN [ R T R R
FRACF S, AN SRR IR AR 2 T W2 )
BaE, HWAARSE B EE S, Wk 7 2okiik g
% #H ¢ [Al -7 PINK 1. Parkin. p-Parkin. T34 %5H &
[ 2 (prohibitin 2, PHB2). f/EHIZ<E A 1 24k 311
(microtubule-associated protein 1 light chain 31I,
LC3IN) fy3kik. PLERTTRRM], S5 Ae il i isom
PINK 1/Parkin {5 5 1 % 1 5 2 K04 5 W, AT 2>
AR, X AT e ST Sk S5 R U sh ik s AR AR AL F AL
il —o BB FEAE AL I 0o 77 568 v (1) 3 R 27 FE Al A
WO R, R IR AR FE, SRR R T RE O
b=y Ep Ay G RTITES R AR (S

2.6 I LERRET

T IR L LI 3- Y8l (phosphatidylinositol 3-kinase,
P13K) J& — M H A3 XCE Dy e i e 4 B, e HL 22 5
1% / 7528 (Ser/Thr) Mk i7% R B% A 15 UL et i il iy
. AP B (protein kinase B, Akt) & — 22 %
MR/ 7 R TR e . PI3K/AKt {5 53 B4 75 41
G MR EEZEH . YRELN
Ry, UM TR RE A R
ik, PI3K/AKt {5 5 @ BR G VE FRAG, O WLEH B D A
TP R ER RS 5 A MR R e R A A Y,
V) 22 WO 4 PR RS b 1 52 A4 T 2 R B (receptor
tyrosine kinase, RTK), {%i## PI3K if] 3 V% 5 RTK
P2h &, MRS PIBK, A H 40 )i 47 0 A IE AL
Fi -4,5- 1R (phosphatidylinositol-4,5-bisphosphate,
PIP,) A= i Tl Aig Mt UL B -3,4,5- = B FR (phosphati-
dylinositol-3,4,5-trisphosphate, PIP;), A J& 4L Akt ¥
BGRB8 0 v U 7 1S0 M
WU KRR R I, 2% 5 R TPl f5, PI3K A p-Akt
(R IK K B2 m, RAGE IR Ae 8 A2
Akt FIBERR AL, HPfI2 0 T2 8 A Bel-2 AHR LT
HEIKF (Bel-2-associated death promoter, Bad). it
KA -9 (caspase-9) [FBEIRAY,, (L1 B 4H itk (2083 -2
(B-cell lymphoma-2, Bel2) I3RIA, M ifiiil.colLgn
FUUE T Ping 25 MR B, 4R R AL HE T LA 4 g
FT-FHR A Bel-2 #15¢ X & H (Bel-2-associated X
protein, Bax). ZHEI R A8 -12 (cleaved caspase-12).
SRR 2 D K 44Tl -9 (cleaved caspase-9) Fl1Z4fi# ()
R AT -3 (cleaved caspase-3) [t 31k i 3 PR,
1M Bel-2 121K & 3 F iy, 12F 10 #0 i] 1SO Ak 2 1
HO9c2 oA AR T2 25 b, 2R R IR v] fe s i 38
I PI3K/AKt {5 5l i, 4NN IH T, B Bt
O A
2.7 HIHISkIET

TE 0 77 35 vl 1 5 2% B R o, Bk K T
(ferroptosis) 1EA—F ¥ 24 (L7 40 f sE T2 07 0%
WO TR . ORI 2 UER R B, BT S
5T O NFERAERE T BIETHIR ML
RNEH,  HAZ O RRAE S 40 I P B R0 IR 4R
1k 1, Huang % ) £ ISO % F 1) HOc2 > UL 41 Jifd
BRI B, SRR 2 2 SR =4S /), MR ROS
JKF. Fe &AL ALK [, SRR RRIE
IRERBET AR OCHER A AR K5 7 bt 11 (solute
carrier family 7 member 11, SLC7A11) A2 B H kL
E AL 4 (glutathione peroxidase 4, GPX4) HIFE ik,
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L ULAR M BRAE T, BE e O 3. HATA
P E% SR BRAM G BRAET R IT O S 32 58 AT ST 3 40 14
b B, e Bk 2D B S W U AN PR 56 UE K W 1
FCELAAR R AL 1 AT L P T 55

R 1M ERIFERR AT 0 I3 5 B AL BE4T 1

¢4

S EH o
3 HiEERE

S RRAE N EARTE WAL O M5y, TR0 J1 5
SR TR R 2N 2T . B
AR, HoE i S AMPK 3@ B4 550 L4
Ji e B A ; 38 I 0] NF-xB. NLRP3 4 i /N4
J¢ MEK/ERK i #% [ A% 28 i e B 5 38 1335 Bk ROS
5 Nrf2/HO-1. AMPK/PGC-1 il LA 22 fift 5 Ak S
W il 4 ) TGF-B/Smad. Wnt/B-catenin i % L
S W& cGMP/PKG %515 5 18 % 1 1) 0 WL 2F 44k
1 0TS PISK/AKt 38 2% 40 i 0o UL R R 1 Jd
W BRARL AR B AR AR T A B O AR S T
Aeo DAL Sk S5 B AE 0 70 35 Y8 IR Y7 H 1R B FH 4
A MRS A R AR ) A A

GG RRALE O J1 3 i6 YT I i R
G5, BUA 2 08 AR A i k. (1) %R

PR AT 13 38 g r f R S 4 S R R A DA B,
GG TR AR R 55 PR HE
PEMLH, FFdid DhRESLIRIGUE. Hhah, 7K A El
BT L2 HFEE T (AL B4z ), &R
Gt ) B G SRR AT k. BHE . RAISAE K o 1 ELAF
9265 R IR A TR AR (2) EE T 1R AR 4 R B A
(15%~20%), ZRIFEERM 2R 1% HARA L. O
Jei s ARK 3843 6 JE R 1 5 iy vh A AN I s 21475
ARG, DA A 22 31 25 3 F AR 1T B8 2 B 4 R TR
F I AE R BRI, IX LT 72 R
T MAh, B R RS H BT R BT AL R
HYEIE RS (WA T SRR AR IR AR 44
RBURL ) BT DA my R B, @Rk — P ir A
B A R IT AR TR (3) BUE W 7 % 36 Tk 4b
BB, e DL SE R B B FOR RS, By
SIS R AR IR BE SRR, 5 BB R A (4)
B G EIR M RAR =) (N s SRy . JRER ) 45 LA
HE BN, s7Far DL B . i & kb
FEAAT AT T BB RN THeA, 5K PR E AR B 4%
G B R M oy AR T OB ORI I 3% . (5) IRE
SRR IR 5 I O S 32w 2 U R RO, AR
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