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Research progress on mechanisms of Gardeniae Fructus chemical components in
improving Alzheime’s disease
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Abstract: Alzheimer’s disease (AD) is an age-related neurodegenerative disorder. With the gradual intensification of global aging, the
number of AD patients has been increasing steeply, and it has become a significant disease that severely impacts the quality of life of
the elderly population. AD is characterized by complex etiology and diverse pathogenesis. Although there are drugs available to relieve
the symptoms, their curative effects are far from satisfactory. In recent years, studies have revealed that Zhizi (Gardeniae Fructus) can
treat AD in a multi-target, multi-pathway, and holistic manner. It mainly exerts its effects through mechanisms such as inhibiting the
excessive aggregation of B-amyloid protein, suppressing oxidative stress, restraining neuroinflammation, regulating the function of the
brain cholinergic system, and modulating autophagy function. This study systematically summarizes and analyzes the research related
to treatment of AD with Gardeniae Fructus, providing a reference for further research and the application of Gardeniae Fructus in
treatment of AD.
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Table 1 Chemical compositions in Gardeniae Fructus
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TEH K. MEIRAEFERAELE AD B 5, 2t
AD HOKIN P AR YRR tau 25 sk BERERR AL 1 —F
B3 48 s JR2U7SY, - — T THI I JE A 48 SORE A Bl T R
AP M2 E T FHR, 0 KIS 3 OR3P 1R
s 5071, Frgk. dERMA RAESRBBORE
RAE R Tt — DA, REE oAt

ik tau & L FERERRL, B TCA4EguZE 1Y
hn, il AD BT, e AT 2 4 SR TR
22 2 J5T 40 MR U 49 28 0 98 RE R SLHI I 4o 42 A 0

RIFR P2 T IVER -

3.4 A R 5T 4 PR AN T 982 8 E R R
T /NB TR TP AR L AR G [ G 2 4,

RS 4 J5 DR 2H SC R 7T 2 1 20 2415 AD AH
KM LRI, 22 HHRE DRIAE /)N B o 400 i v v o2 R
ERFRIERIL, XL N E FEAD 5 &)
RN, W1 CD33 FENFRIE M IR IR, 1E AB
TERAIS A RAERAER, 5 AD BEAH K780,

VAT /0N R 5T 20 L 1) T e 2 M T o ph 4 AORE IV
BgrZ —. AD & ARG RSB M 20E S 0E
NN, fRBEIZ AR NOD K52 R #h B ([ 45 #4355
K HE H 3 (NOD-like receptor thermal protein
domain associated protein 3, NLRP3) #{4/MK, ¥
EE R R X" R & H -1 (cystein-asparate
protease-1, Caspase-1), Caspase-1 ¥ TCi&PERT IL-1B
A IL-18 VIFNE I IR, AT TBOR 2 0E
N, A RAEE R e 200 SR ip |6
AL AD /MR, RFSE 2 ] ig GI-4 50 mg/kg, 3
ITH 3558 A Morris 7KK F 5258, 45K, GI-4
BERE T/ANRATEME, BEXME, 76K
HH B RO AT BT TE], /b 7 RBRAT e, HEE
AR M TRETE AR IS 6], 327 GI-4 W3 AD /MR
1T g dis, BARNEIY GI-4 d@id i)
NLRP3. Caspase-1 FIBUE, 8/ 90T BT IR
P A2 SR AEB o SR FH A AL B8 AR DR HEL AR Ak BB /) BT
SR A RS R AD B, ig GI-4 R 3% NI
ZINJRE ot 4 AR 6 Thal [R7K-F, 7N BRAZR P 98 E PR+
IKFBEAS, UERT GI-4 AT A /N o 248 i P i
I/ S DR 5 AR TR, I 28 9 0] - Kk 19 )5
P2 T8, Zang 251K Morris 7KK B 52
MUY SRS VS G4 EERIT 12 S
APP/PS1 /N EJINAIBES, SiAioR, GI-4 AlsEn
Morris 7K 2 B SN /N B E FR R BR A5 B I8 a) A
G UE BT AR S8 N BRI FE

0, $R GI-4 AR REE /N R A 21268 7], B
i BL#I A GI-4 FH IR 8% AR Bt UL B 3- UK
(phosphatidylinositol-3-kinase, PI3K) /& ¥ B
(protein kinase B, Akt) 155 i#Ms, L& K+
NF-«B (s, TR RF RIS, (2Pt E T
(19530, U/ BEME Thal /NS RANM ISR, [FIRT,
JE Ryt 45 B R, GI-4 1IN T 58 B eh 2 o8
&, W TG, WE G4 @ )
APP/PS1 /NRMiH PI3K/AKt {5538 B 380 ke 5
DLPUANEE I AR A 2 e IE T« RIS . T
IR A AT H AR 2 75 5 1 AD BEAL/IN BN /N i
JOR AR M 3 B v A, T R PR 4 DR RN A B
¥ (TNF-a. IL-1B %) /KT, M4 R0,
F H XS T A5 A T OR AP 1R S,

342 RIPUDRIRFIAM LR T RE D
R AL AT T A4 TORERH, ERFAE T IR 1)
e, N TCIR L E IR SR /D R R A =
KGR AN ATEAL T RS AD R KRN 1545
i, RAAETERFEER AR tau & AR SCE 2 /s,
AREE AD RAITRIEIR 5B, DR 4ni
(V3995 B2 SO A AD R AR AL AR TE A (8], gl
12 Ji ig GI-4 T APP/PS1 /MR, K/IN BRI B2 i i
X AT RIS R AR ICAR G I 50 |mER, KIS
DRI RAMERE R . EEMEEA 1. BEEEE
B BRSO JCRE AR o RN A DG D 58 e o 41 M ik
WERARKTFESE BF, $#R7 GI-4 mLMEtshe
TLHEIESE . KA GI-4 RGHACIR A B> IR
JRATRANAL, S IEACRR AT 52 E R /> SR T 4
HEFEAN AL OSBRI R (Ki67 F1 Olig2), fiEitt
AU 5R 2 J5 I AAR 240 1) 2 IR I A o A R S, e
PR JE IRP 2 I TR, IEIR v E MAR
A, IR IR 5 A I RERE R I RS, DLERSP
LA, B A T E, WAt E R,
7 2 I 5% e ot 4 B T LA 5 A A i 47 X AR
BEM A 2, RBIMAE ORI ER, 4R &
TCIEAFITIRE, HHHIFR L 2REE2,

3.4.3 AR TR IR T A IR O N T ek 2> 4 iE R
BRI B TR o 200 M 2 J2 I 4 P o B f oK e
RZ WA, AL ITCZ ST, Es—
AN AN IREE, A& oI B S ke . I
G 3 e b P i L A P R 4 B 0, B AE L AR 2 I
FEE ) &0 PR T B o A AR SR 2R . R T4
L2 A RF I 5 5 ) e 10 O B 2R Fs 0 4, I o P
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Tl e P A5 2 3 BB 0 v 1) 75 1 49 5 a3k N A X
PR RG, WA T, SRR T RE

W, HILAZ RS SRR, & 53 AD B 5
1861 3o PO ) R TR o 4 M e TR AR IE A oL
PR TOAEIE, A8 R A L 0, A af 5
R AR A B, S L B R I P R ), A
B 5T A B e AR R AE ik NSRS, ik —
MBI T, IiE AD JiFE. Zhang SE41R
FH Morris 7KK 5 525G PPl GI-4 Y57 X6 ABas-3s M
FEVENTE T AD BAUN R RHCAZRE IR, K
W GI-4 ] R E S E I/ B 5 6 OGO B bR
G IRAF B IF[a], 327 GI-4 T aE AD /BRI 25 [0] 5
Az ge Sy, @it GI-4 F) TR 5 A R 0
BEAIG /N BV Sh A4 SOEA BT (ZL-1 AT IL-6) mRNA
1215 . RAGE 7 T WX i /g Py R 4 1 s i, 72
Mg B i i ia 524k 22—, [l RAGE AT £ 2K
A A AT RAE R, GL-4 BHIE RAGE Biik S5
R AN F ) RAGE 454, #fil NF-«B 51k
BEAAEN T, [FIR) GI-4 F#{k RAGE IRIA,
S B P R A LT RE, S R I i R e a1

N RIEAN RS AB S BRI T [m) K 1 4 0871,

GJ-4 i RAGE M 35 5@, FHib#E
RNE, Yk AD BRI 1) 1AL RS, 2% AD
344 UCEMEITTRIERN AP fEAMRAITIAS
5 RAGE 5 TLR4 %8524K 455, it — P30S NF-«B
%, NF-«xB A YIHE0E 5 20 A5 4% 7% 2 41
W, SRIEFIER BB 1F454, it TNF-a.
IL-1B F M —8 B A B AL R R IE, BHOR
§2 028 4P e P 1) 1| 7 =970 A1 i OB N i e g = B,
(extracellular regulated protein kinases, ERK) #&
RAGE 5 M-S F@aT K —MEREE, ERK
A NF-xB ¥4 RAGE -3/ Fi(E 5 K558,

sz 3 A H ig 5 P 25 mg/kg 1577 APP/PS1 /)
B, R I 8 P A S )N BRSO T TR] I 2 A
B, FEUEUEZ, RRaUeFH A SeE /N R A
21687y, Bl e T i RAGE BRIk K
7, ##] RAGE/ERK/NF-xB {5 5@, [k ERK
5 NF-kB AL A% RAES BUAH R, 98D/ B AK
N TNF-a. IL-1B S5 RAENBTKF,  S0HIFHEE R
[FI, 52 JE ST T8 O 38 i S A 8 70 I fi PR B
T 398 58 ARG/ N M 2 1 S fish S5 L L P IR T AR 2 ok
SR TTIBIE, WP T R AT RERERT, TR

TP$$%§:7{3%§E[QO]O Huang %[70])5'% AB25.35 iﬁ%“ HTzz
M AD AR, PUmEEE Lh kAL R i &
i (lactate dehydrogenase, LDH) BEisLLe 4k B %
N, BB LDH R H, SGE HT 4l
W AIMITEAS . PR E To R i ] )52 AN 4
73, AEMEHUEIY ST H T HT» 41 TLR4
(F)3%i5, FHiE AP 5 TLR4 454, 4EFF NF-xB 5411
HilEE F A5 A RS RAS, ] NF-«B A48 futx F%
¥, W R VR RIS Sk, TN UR4EAE T AORE R
[P, AIERGEIT AD SRR IFIZE T .

3.5 ETKINABIREE RS IhRE

NI T 3 B D A AN S & T R L E W
WR2&, SCBCZ AN R X3, - 35 i i IR i #h 22 T
S A DX A58 Ay DR B Jo R S [X 3, I X
12 FAH5INFTIREA K, AD B KX £4(x
Bk 2, BRI 2 T H AR AR TP, £E
K oG BB fie 28 4t BB B RE A 28 0 R TS £ 1k JIE AR
(acetylcholine, ACh) FERENE AL, FEATIE1Z A
HIL o) ERR TGS, WURME ACh X T-I75 . REE .
atd. UM, BE. EHE, HK. MELIZAEE
LEWER, ACh BRI R 18 i id 12 i (1) =1 2 K]
1, KWK X ACh F) IE 5 22 BRI RE RN G2 S0 2
REFRRG . VRYT AD 2L ERO294, ACh MIIRES
ZRHERRAK, WMWK Cnicotinic
acetylcholine receptors, nAChR) [1Jig M. ZBEAHG
Bl C(acetylcholinesterase, AChE) I/KF. fHBH
fk 4 # (choline acetyltransferase, ChAT) [JFKiA
o Mol DUEE B FIREER, Y ACh YR
S5ERZE, IMzs KRR RSP ThEE, 2
H AD B 5N TIRE .

AChE J& — MK i, BEME AL B g 5% i 7] 1)
ACh, BHRFHEATTHFESALBMPEM )], LBk G
i At 00 ) 7 T AR AS X MR H, R ik ph 22 Joft =,
e H vk R EAE o) 2 1) AD IRIT 2549,
WMZRIRTE == A s, HIm PR AR I A B
R, fAE—ERRME, miirRAZHLA. AR
SN ERERYT AD BIAE AP SR A DN 50 pmol/L
AEPEFSN RS 2o, S5 EoR, i RiANE AChE
R AR, ACh & & Thw, UEW] DN JE 7A
W50 A N AChE (& 1 k42 = ACh 7K~F- . Zang
SEOTER H Bk & 52560 A1 Morris 7KK B SEIGATIN GI-4
XF ABas-3s i 28 V275 5 1) AD B2/ )N R 4 20 [
RN RE AN ) 2 2] A2 Be JI s, S5 SRR,
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Bk & sLI6 T, GI-4 3T AD /ANRTEERIE. sk
THGRIREL Morris KRS SLEGH, GI-4 BRI
W/ R TRETE ORI 38 2E & UREORT H bR R PRI R
i8], $27R GI-4 2503 AD /N B IRI 9t 3l [ 38 S5 o7 g
M= 26 7, BARNLEICN GI-4 BRAK/ B R
A X AChE 1I3EE, i ACh f7KF, @it ek
S JHBRRE DI REFEAS 1L 2B . Z AR H IE
BRFD Z k4G A JE I ChAT &R . 588 Pl i
s APP/PS1 /MR ZS ECAZRE ), BpRiE S F4
/N BRI X IRE S 4 4 AChE 51, $21% ChAT 1)
W, B ACh KE, E Pl kR K
1 ACh IIRERIEE /N RACIZ 445 , Gt/ ol b
¥, 697 ADBY. nAChR 25 ACh /T HI#LfE
S, DN A/l i nAChR FPE, #Em ACh ££i8
2, B ACh FJThEE, qPCR MHIER DN
I 175 B AT 28 U AR R 2, Bk AR 52 1A o 3
B NI B KR 2 SRR RIA,
W RERRE R TR,
3.6 IFTLRA B S 4HRE B I

] M — A 5 A T 41 i 1 R e At R [l s
(PR, W DAY 2450 1A E 1 o B e 2% E B 2 5
SIETRRE, W eGR4 i
HE— B0 S P T8, G AT A I R
IR, 1ERR AD BEM AT AP FIBERRILK
tau 25 4, ARG IEAA N ISAYREAR EER, &
AR TG AR TS, IR AD JRAELS-1000, HEF A
I 2 AR B, Wl BRI DR A
[EJRY)5 S e 3 1 (PTEN-induced putative
kinase 1, PINK1) /Parkin i& 1% 115 24 B #0151
AR 8IS mTOR A3 IR A2 TR 15 40 i B i
B tau 55 AL FERERRIL AN AR &R DA SR FR S
3.6.1 RSB B D H] A S DhRe R R
LR R TEAN L AR R >t 4 D) Be, 7E AD
AR RS BRI IS TR L i, I AD
()R R ION 27 Ak 1 W3k 2 4 L 32 3¢ 1P o g R ok
e A A DA £ 24 ik 9 S R 4 S R DI e 1R oK
IR, HERAR AT, SECZ LR
i AR R, S FBUEHERS B A, KSR
e 3 40 i T AEL60), PINK1/Parkin /5 142
e DL 2R H BRI AE002, PINKI J&—Fhzk
R AR, Parkin A& —Fh B3 V2 RN, LRIkl
REIE I, PINKI 12 4 3 2 b 4 A s gk 24 A 5 1%
fifts TELRRLASI TSI T, PINKL ASREHEN A,

MRAESME FAR R, XM R &5 Parkin 82 2
IRZARERARNI B, 2B 2Rk S T2 R
B, T M T B R A LC3-1 S5 4
P fl 456 TE R LC3-11 22 5 A 31 | AR |, S245
[ZRLAHE 5 LC3-11 JE fr (1) F WAL 4, ki &
AEZRRIAR B . Beclin-1 A& H Wi ) S8 7T K1,
i FEFRIR T DU i B R, p62 EEAEABEWRZ
A&, KPS B R AR 1031041, e S5O H] 3
JE AL EE ABosas W E HTxn AL AD FA4
M, RILREFE R R p62 B H RIS,
$ i Beclin-1 B H [W3RIE, fieidt LC3-1 [ LC3-11 1)
Ak, P LC3-1L & &, 30 B Wk BE g
P, IER e AT HT 4HAE M B REDhRE . 5
JeFH 5 PINKI1 Al Parkin & H#AA RIFMI4EE
BRI, AR A (cyclosporin A, CsA) & —Fhzk
LA F GRAIHIFR], AT DTS A A ] Y 2 e A e 7
ok Y FLAM I SRR B W o 58 T R g = HTo 48
H1 PINK1 15 Parkin f{J3RI5, fedtZekifk B g, Bk
LRAR T REFRAT 5] KA, 11 CsA 1] LLRH WX
FhARAK, UFBA 58 T rT R i 1A T Ak A EE P
LPEFL, 5 PINKI1/Parkin i, 520a2kiik B Wi
pI S SR E € (a5 % Nl e K R VA5 €3 Tt o
B PE = A ME 1 S ETUEE, KIEXHE I
LRy AR 001,

3.6.2 feRE4ANE A ISR B Y mTOR 219
O M e BT M BE AT () OGBS, mTOR 1)
ik O T AFIR 48P 1, mTOR 2 H BTN
FE AWEAHIC AD 1697 A A BB p 2 —B4105]
W FH 50 mg/kg AT il BRAR IR 2L, 4
L/ FREERE CRI, BN 2F & OO H bR 5 PR A B
IFE], $R7R 50 e P E A DASks AD R8N BRI 27 2
Mtz RS, B ARSI N e 18 E /N B A
LC3-II 1 Beclin-1 fJ3R1%, "~ p-mTOR 3K i%,
ABiao FEHUTAR, BRI ABi-so A1 A1z HIZKF, HIEBH
e PR L@ ] mTOR Mg, 3t B
W, TERRAMRA AR DEHE, DIZEf#E AD /R
R, AMPK & —ANEE A0 4 Be AL R4S
A LA mTOR 13 5%, AMPK AJ LA F il
8 B1 (liver kinase B1, LKB1) @I VTERE R
T HAF 1 Csilent information regulatorl, SIRT1)
8 R A g 11061081, iz BE AR ER 1 S6 B (p70
ribosomal protein S6 kinase, p70S6K) /& mTOR 15
S BRI TR A, R A
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PGS R E AU, Li S e Fib
B tau 1 FIAA, AP p-AMPK. p-LKB1.SIRT1
2L B2 5, mTOR Fl p70S6K MM 1L /K T
BA%, UF B JEFrldd SIRT1/LKB1/AMPK 155
T tau I FRIAA M FEIK mTOR MTEHE, (2
A E R, AT B2 o FE B RR AL ) tau R
Ry AHML, JRIT AD.
3.7 JB¥T AD HlHIRIEE X B S SR B

M-I I 2 B Um0 3 2 4 AUk
RGP, BRI 2GRS . Ae
TR AT B > AR UUAR. 0 tau K A RE
R AL i) SE AL ROOR AN 28 20 « T IR R 4
WAL, 2. ZHLSRIE AD JRITAE
H, 24 AD ZRE Z MR, AHCHE S
AMPK/mTOR {5 5181 RAGE {5 5 1H#§% .
3.7.1 5 AMPK/mTOR 38 %85 [ I B 2
PEH AMPK/mTOR 2 4% I fit 2 2258 g 100,
WA R, e P LuEE AMPK #Eri, Fif
mTOR 7K F, M0 tau 2 Al BRI S AB
PURRBZS, BARHLHIN AR RE 2 B, 0 A
] —WEER IR (adenosine monophosphate, AMP) 7K
FHE, ZWEFRARTF (adenosine triphosphate, ATP)
KPR %, AMP/ATP [PE T 5 ] R AMPK J& 46
AL AMPK figf5% S mTOR IR 5 &4 %%,
M I 5 R 1 456 B I B, 8 mTOR #ELATE
FARLA AR AL IR AL, HS MM 0] . T mTOR /&
2 W ) OB AR U T R F, mTOR A M 41 il
Jei, FCUREE R WA DG E E B AR A, AT
I A0 L W RR O, R T — e E )
(G AB- tau 5 A R W BEIR LSS TR R R4,
HATHER AD SRR EMIER, MmE 2 ik
AD JiFE.
3.7.2 i RAGE 5 AP 456 Mifi KAEPU A AT
#KYEMH RAGE B—FZHAZIE, AR RHIEW
HEREAZ —. ETRHE RS, RAGE £
RILTFHIL 0 /NG 20 M B ) R I 06 o i PO PN B2
AHA AU, BE TR LOE N RAGE HIZKFE,
Yk T SRR AR S SRR 4R T SRR S OO, G-
4 LK RAGE [k, #IH] NF-«B &AL R 58
RER -, RIFPIME 2ORERITE ). RAGE S5Hcik
AR WG E, FIOE £ 45 T Sl — i
7% NADPH S ALEEEPE, PG, SEEMN
B B 5] NF-«B FMEOEE A 1 B IL-

1B~ IL-6 SEHER, BECRIE R £, 5l R ME R IEN 3],
NF-«B 3l B 305 1E N IE 5, 3 — 2 iEiE RAGE
5 AB Mghif, FeAEBMENEIR . e T IE R T A
T RAGE IRIA, ##l RAGE 5 AB 454, M
MR FEPUEA AT RAEH -
4 FESRE

AD JIRALEISE 2%, FIIEIT 7% H BT ER
WA e, A2 2GR AR SE A AD HA R M
W1 BB — HAREIRYG AD, JHRETZ4HT AD
TBIT BIAH A TR T B AT R, AN AD ¥R
I AT B T R B IR IR R B, 2 T AD
BT E TR RS AT, e R R0k s
WePH . AR ERAR. Praf. PLEA
FRSEER . IR AR I, AT nT DA s B
filt AR HIHIAERL AR SERE Ap Fig > AR
DU di tau 25 0 BEREER AL JEI IR TE A
S A T A LI BT R AR N R v AR A R IR 7
FRGE 2 7 AN AR S s I8 Y 2 R
R T RE 01 A 28 70 2 R R S5 0 1) 28
JiE s I nAChR [F3EPEL AChE f97KF-. ChAT
[PZRIA, H9h0 ACh &=, MR K AHREE R
S ThEE; #@id PINKI1/Parkin 242 F1 mTOR /1%
PEEAIATT AW, Ha X% AD 3697 BIVE FLE] A
PSL, A E T AD FRFE, ATl Al LAY
W Dy BE AT 0 1) S5 A SRR B B =4 CAB-
tau R EBEERIL), SR AEFEIAYTIE A IET AMPK/
mTOR. RAGE. NF-kB %5 G HE fSAH B 52, 1t B
BEF3FEEHAATT USR] “ 2@t 25N, BiK
YRIT 7 R A CE 1) o I A 5 SCHR I A T
HEMIHE - A HE S BEAE I 14 B 2y =2 il Je P
MGRAAE TR . Horh, 5B 1E SGE A AN i
T H W BT G TSR R, AR KRR
RIEHEIATRSTER R, 2 P E1E
ML B A ME. BT, o AR HE 778 M Rk
I3 TRTT AD UEIR e, A NSRRI
FEHE B I PRVE T H AL BSR4

Ma ] LLd IS 22 77 IR AL R 44w 22 OR4
TEM, B8 AD IR EIERE, (HH A SeaeiE e+
HAE—ENEME, Frl 2. B, mLseE
BFF F0 R 43 S50 0k G0 /N BR B AR L, e PR B0
M, HETFIE M) IR 24 ORI A R ) S B e
SRR, NINKHETRIT AD WIIRIRIE I, BT
AR B AR RN SEE 25 B TR IR
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Fig. 1 Anti-AD mechanism of Gardeniae Fructus and its active ingredients

N TR AT R R TR A IR IR Fe Ak, ¥ 5
R8I R 5 R L E AT, G T
BRI AE N A ) 24 25705, IF45 54T AD
ARG TT 259, e Bk 2575 58, D[R R ]
IR AN RN, I BRI T IR,
RIBITIR R 58 . K, MG T 25 P
KWL AN TSR SE A A Al R A 5T
EIEHIARAE, BT CHRRR R BIRME. B A
IR 25 17 25 P W AE 1 o B2 — FAT ¥ 0 (0 o PR AY
JIEMA, B ORAE TR T R R R R HRAA
FasEtE, WA 27K oa s S i 254l
A, AT TR IR RS, TR S
TRAF R TE R 29770 2, DAGE B e JB o AR
BEAh, HE T HA R RIIRR R AT — 7 4Bk
AD EHEHEERENEY, WARTTBUHE
—ERIRE, TR AR TR BAT R R
Wi R BT R R 71, WA AR R T A &
e, BAT RS st e, S—J5T,
VTR e 2y, fErPERImARN I & A, %
VR LR T AR, S HAA AT
FEREEZ R =, RmEER S, JFH, T
HEBHRER, Rz, RAEH B TR R
FEJFURMEE N |- BA ORI, HRRASHX AR, AT
FEAR B E iR T 9

SR, EARNE T H T IRIAIT AD BA RAFH
A, AR IGE 2 Pk, YRR, T
Iy 2% A0y S B ROy (AR TSR HORT J

Pl A — KHERE . H RTGAE P 2 R IR R
FIMLHE FEFI MR AR VRIS AN [F o
HAAERIAT 2R A 2B, T 2mhk
IERE . fETTSRIZ T, AN T RA 454
M5, EAIRESRE RS, FHHANRT AD
IR, IEFHE RS MBS h 23R
BN o BEAR, TR A 24 i e AR R
HRAE E [F i A S A — 8 T IHE, 75 B AR G
PRAEFEAT 4210 . RERIBE T, DA 2 B HEEER
g b, RENETAERTT AD J7 i B — LS
B SRR 7 RAFIm PRI F A5, (HEIESE
IR | 17 SR S AR LN =S BRI DN
S ImPREE AR AL IE FISE 70, ek Eikid
ZHei, DAHESHIE 378 AD JR77 QU A — D R
HBAR FAEEFATELEA G R

&
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