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Roles of regulating cartilage metabolism by intestinal flora

in the treatment of osteoarthritis

QIN Qishun', XU Shihong’, JIANG Zhaoyang’, JIANG Dengchen', DANG ZeLiang',
PENG Pei', WANG Xingsheng™*
(‘Gansu University of Traditional Chinese Medicine, Lanzhou 730000, China; Gansu Provincial Hospital
of Traditional Chinese Medicine, Lanzhou 730050, China)

Abstract: This work discusses the pathological characteristics of osteoarthritis in relation to the metabolism
of joint cartilage and briefly outlines the key role of the gut microbiota in the onset and progression of
osteoarthritis in recent years. By reviewing recent studies on the relationship between the gut microbiota and
joint cartilage metabolism, it analyzes the potential of the gut microbiota to regulate cartilage metabolism and
its importance in the treatment of osteoarthritis. The work suggests new approaches to treating osteoarthritis by
modulating the gut microbiota and proposes directions for future research in this field. It includes a deeper
exploration of the specific interactions between the gut microbiota and osteoarthritis, and the development of
new probiotics or prebiotics as interventions to modulate the gut microbiota. It emphasizes the importance of
personalized gut microbiota modulation strategies and envisions the tremendous potential of the gut microbiota
as an emerging target for regulating joint cartilage metabolism and treating osteoarthritis.
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B4 9 % (osteoarthritis, OA)JETE /12 F1E
R R ILEAER T, BLOGTS BOR 48 i 1 R T DA
I A B Ah 3L 5 (extracellular matrix, ECM) & fi#
9 B B AR B, BRI R TR
FOEMThRERERGY, 3, AIEYCN, BT
RIVIF RN WU B 48" . HEEE
AT A A SO R, REM TR, OA
BB AR N RORE [ B S AR U 25 BLAE RO HE R iR s
HEAEH . 20194F, BRI L FONE R R 24t
T ANFHIIN H— 38 Y (gut microbiota,
GM). WEEH M A— 2R “8E” , 5A
E— R % AR RE S & MR R Z KR
BT VAT 1 R R T BE OB TR T SRS . R
R A P e K 20 M R R T T ECMUZE
a2, AR RTINS ph L A 00 H L
TEF . OAJR B 2R AE 15 1T BCR & BUAE A 4 i
AU AP ARG OC, DR R IR (A 2 4k
BRHATTETOARNGIT 2 OCH L, I LA 1 B
RVIN S R I R 5 oS s AR T
PEICTHT R BN, LA I R S8 ) L

1 BEEHRASE TOANLERR

RKZHOANEE G K &R A 5 W8 WA
K, HEREBES U ZO0AR EEIURIKE, WM
BHT -t MU liE e
75 T 18 3 0% 20 M 7 2E I 98 4 PR DAL - 0 8 PR 4 B
R 5K R L. WeiER B, SERMHETO0A
A (1) W EL TR J R I s oI i PR T S R
i 2 17 B & RO A =R P 4K . Ramasamy 5P
EFER, BT R BEREEREE . SRR
FEB S AR AT A R o B T 1 = R v T
feHExT IR AL . Lee5 O bh i 2 R M 5 15 8 R ¢
TRAPIGMAE I, RN 2 2H AT B 11/
JEBETR [T BAR . BhAh, SRR G R H FL IR
T TR AN R IR IR I F 5 T OAZ, 4D T XL
B B 3 LT OAZ. ChenZ5"HRIEOA B
GMI=EE FEM Z A B PG, FERINKI
S B R A AR TR PR AIG DL AR TR R
e ARENS LB, OA B 7 1 B R SR
Mo wE B o B R AR I S Fh B R R B T
MBI IEREE . 8 B BRI 8 S oM i B =F 2 W P

Ko AT AIBETC5R 1 1 18 B AR AE O A 1Y) EE 22 AF:
H I Bt — DBk 7S M B R W) 5 9K 1 fik R
A EAE B . RRIIBT IE 7 ZIR AR R
F5 € WA AT RE IO AR R e, I 25 RS o] 41 AT
SERIIR K SO A B T A I SRS o

2 HERHE0A

OAZ— M5 Z R R MK I B A4 7 B -
RIEAF AL, OAH RILNAS [FR EHLHI N
(R R AU S R A AP R AR
OAMIIZLops BEARFAE,  LAIRERZEREAN 1T B fi J5 2k
(aggrecan and type I collagen, COL2)HJiEAT 4%
RNTERI, ERERANBATELES, ZMER
4 J& & F B (matrix metalloproteinase, MMP)f#)K ik
KRB ZE TG . E N E KA (subchondral
bone, SB)ZOA#EEMFEER K 1, #WE TE
MR AR, 2 SECE T H R LA K R 4
I, BB R N B RN BE DA K ST R N )
oy ox A, A A BB B R BT ) 0 MK
B, FECE RV AR AT R
KA RKAER, BETEDBEHEER, &E
M. OAF W B, SBHCEMUIGIN, HIRE
Ky e ) T B, IEH B 5 WCE ¥
SRR, JLREMBEE IR OAMEIIRY Bt, SBHE
FeHORZ IS, SBIGE. T, MEAEMME,
JHl T OAR RIS, CEIRBNTAL” IR
HIOANE AL i —Ffr, 2 B TR A P B ey S A
B MR BB S EER, REHAEE
K+ ECMPEMRAYCE N & HEZH N K ITTOAR &
TR F . Zhang®5 P FE ORI, R 4 A SR N
G RERRICE AL, B A A R AR TS AN
FECE M RSO, s S BURE IR AR
BNEOSW. RETEELREEEBARNSE
PR AT BRI R, B LAE 240 R R ALE
o) R AEB B, 3 BRI B S 8 A A
YA € 1) B AT DI 87 11 VP S
2K+ ECMAE BA R MR E /K i Blg 10 77 A, AT
W IR OA I [ P

3 MEEAHETR TR EER TR
AR, ERHAN BT B, G
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Fr A ML 3 5, (HEAER AR, BEESOAR
TEHLHIRTE FCIER N, ORI Z IEHE R, OAS
GMZRFEEYI R R . WEBGIEE 58 KR
MIREAT YR ARG O, il B8 A 8 AN [H) 1R i 44 1
TR AT, TR I o P AR T SOR E AR
WHEIT B R RN T — MR A 2697 7
o RIENBHROARW ML LR R —, 8
SR ON 43 A7 1 38 A a3 o R 5 AR 4 R ik
BRORE, WL R R EOAR YT T
P o S Ak RO R M 1) S e 3 AR AR AR AR
IREE R (& AL b, A R v i B
T AR U = Wy 0 22 R Ak Th 8 AT A8 A 1 i 1 R
A, XNEABOARRIEME T BRI R, 1A,
TE TR R I T e RN, B D SO0E IR
HABERE S . FE, 558%ETN T4
Vi) PR 368 PRI 25 0 B AT Dy, 3k — 20 5 e R 1 g fi
FRFIThRE . 1XFP 2 2R H BAE R R T — A4
MR 7k, ARBTZ4EIT, SRR
AL R O A g T g, R T —A
FEORATH IR, AT A 285k 2 52 5 0 i3 72
FEpE B A TS R .
3.1 REENE
RIEAIEOAM —ANEIR, T2 4 Bl s i3t
JEIM— NGB ZR . A IR = X T 2 OA
PRI ZE R L FE R G BB, REQE 7 — A
AN F B R A AT 5 AR PR A R R . A
s CaE Ik /G = i I PRAR LB Y ife o A S i DU
HEMMP. 4% (interleukin, TL)H15E 4 50 i 1)
FEAE RS SRR R, SRR AR
OABH MHCE ML KL S i 3 i B
BRIEM R T, FRELAF7E 1) 2OE 2 51 R e
Y0 A ORI A3 AR U 2R 1 ) B SRR B IR R S, v
2 5 O AN ER A B2, 400 it 7 s o 8 9
IR R, RO I RIE . BolanderZ!!)
MIRF TR I, OA B W B H {2 98 4 i K] 7 1L -
17AFIIL-6 Rk B &, AR FAEMPLRARE
YITL-2FHIL-43K FE W 5 PRI . FEOA R IHIA], &
PEGH B PR 7 I T OA B, 7R SRR ke G B AR
F o A% 5 AL TEOA JS 3l R 3k i J 1 HA 300 f 32 3 A
BB AN B2 3 T A 40 P AR i R 4L 2L R
fE1FOA B W VR AT AL 40 PR AR B H B B KR

ZH, WERR, MR A R R T 0A
RN IR A R B AR, GMIR e T y-E 3 TR
(gamma-aminobutyric acid, GABA)/K-F-F5001E
FRIERGE, GABASZ FLIAT B MBS T 73 1
WEMZ —, RTE I8 BB 2 8 %A
JF2 . GABA LAY BE Mt 1 7 2 1 4% 28 1 440
D7 (R P . FLFR A A AR W A Bk o AN D
FUFF BB A P AEGABAM . MIRHE e R B, 1E Bk
BREE A 2o N RAUVN R IOAT™ EREE ), Amin
LA R ORI, B 2R AR AGABARE W T
IL-6F1IL-1B1%, FiAIL-4FIIL-10315, M0
Hl RERNE AL A, GABABSZAATR i
FIHECE T R Rk R E A MCOL2, I g
FEAR U bR A AN S 2 R T

WE TR FLAT B AE O A KBRS rp R FE 1 557 RAE
FIFAIH B8R, fe B Z FRIROA R RGN EA
RWEE R, & LB AR M8 IR FE A+ -a(tumor
necrosis factor-alpha, TNF-o)ff]3ik H 3 5RIL-10)
FiEPl, MMPEZ 50ARIBEHLE 4T b, 75
M EHE PP RIEEZER, SR
EAHEL, OABRE MM FHMMPAKT iR, Btk
W, FERIALMFEEL T RIL-10MHR &) E AN
FOH 5503 1 7= A FE R R 1T 2 AR JiR R Ik (urinary
type I collagen c-telopeptide, CTX-1I). 1& % 4HjE
Kl ¥ FIMMP-3 1) 72 A2 R 98 55 1l 2 B2 8 (sodium
iodoacetate, MIA)FEFHIOA. OARI A IHHLH S Fr
52 JRE AR 4 I EC M) B 25 D) A <27 ECM
EARARTED 1%, MR N A
ZUEE R, COL2FRA R HE HECM
M EE . 12T RIEFEOAFRREZ COAER, B
FER, IL-1B7] LGS % KA T~ -«B(nuclear factor-
kappa B, NF-«B){5 S, 0|45 RE R
COL27E N IME A i F M ERIL, FFE—B 5%
i % X - (IL-6 M TNF-a) (3 &= 2R 28, [k, 2%
FETL-1 B35 3 (1) R 40 2 0E T BE MO A TR I IE 7E 1)
T MG . MMP-3. MMP-13RIf## & X &R
1 B A4 5 5% 11155 (adisintegrin and metalloproteinase
with thrombospondin motif-5, ADAMTS-5);2 ECM
() 3 LR, X LUl ) 0 R R S S B A
Mok L IEHE R . IL-187] LA L4 & 40 i — 4
R A B (nitric oxide synthase, iNOS)FIIAE AL T-
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2(cyclooxygenase-2, COX-2)fJKIL, Fr=4—4
b (nitric oxide, NO). iR % 2(prostaglandin
E2, PGE2)RITNF-a/*”, #ifif#MMP-3, MMP-
13FIADAMTS-5FIECY, 7R, OABE Xt
R E RERS, B E AR AR
77 A 15| We-3- P iR (indole-3-propionic acid, IPA)s&
WS 75 18 %2 A (aryl hydrocarbon receptor, AhR)HIAD
AP, IIPA R AR A 48 41 ML IR F(TNF-a. IL-1PB
FIL-6) (L0,

R R ML G IR IT J7 ik B TR RS RE Ab
F, U E I R AN IR 2 . AR, X ek
I H AN B AR A8 b 5 20 B B B0 R T
Ao FEIXANERA b, B RS R BRI RS
VATV, R 2 AR TR s A R Y g i B R
TR IR OA A I 9IRS AT B2 — AN A5
M5 fiE A IGABA K HLAE T J0E [ B
(VR AR AL T R R A5 VR 7 SRS T HLO AT 7T /g
B,

3.2 |UME

KT ERTME . $HEMMER, WEE
VRS R IR Y B R G flt . XL S
HVE TR 5T 5 3o T R o7 B ik NV VR T R R
i, BANRE BEAAEESE, YR EK
LIN5%, BEBRIR X IR E K T2 1%. — Rk
Ui, FCE AR O o Be R B R, RA
2925% [ RE R T ROk B BB SR A
BRI 2 [B] (F03E 2P, b S A Tl 1R A 1 AL
W JRAES], TR A AT T R R AT
FEEPY, R, BRI SRR 4 ML
#l, ansiA % S K -1 (hypoxia-inducible factor-1,
HIF-1). ZRhifRzh 1%, A Abd IR 32 i AR it i
T, SRl B AR B ARG E 2R oA 50,

I 75 i) 25 O3 3o F 7 B 2 P T S HIF- 1ok
TR R K, BREEE KW 20 w8 XA
W RS HIF-10/KF 2 EA G, 105 XSO AT 3 K
BRI OB IR EE IR T DL T R 4 i
HIF-1aff)3f 1, HIF-10 28 BCE OR3P 1E F I 4ERFER
RSP, HIF- 1o BB 2 i PR 5 5 1) 2
R, FEEBEIAE T S8R 4 i AE K.
I, HIF-1odds 75 25 7 H 8 4B 20 M 00 IR S0 1
fEFECM & i EZAER . fEOAKE T, 5%

B, HIF-1afEiB A6 Xk & A B v, HIF-
Vot 45 55 95 0 7 T LA B AR gt oh R DS
LKA Ty e B G A e 2 40 2R S INNO I =48, R
38 08 40 ) B A R 2 AR -1 (interleukin
receptor-1, ILR-1)A1R I8 I8 FE K 1 52 4 -2 (tumor
necrosis factor receptor-2, TNFR-2)fJ#ik, 2k
EDIRERERG . AR S FBECM. COL2MEH
EHE YA AT OA R TR BOg D100, AR
S AR Ry 20 L M S S BB AR X N IR
MR . AR, SRR 40 M5 1) AE V) Re
BEREFERTRERES. WHEHRIIGEMOAKE
b R 4% B AR U, HIF-102 58 7 DLAE B4R 261
TE I oA B RS A T AR e, ik
Ab, HIF-1oid A] DA 4% i BB 40 i b i IR &
RS

JY T8 T A 5 HIF- 107K~ ORI 7R 1 385 75
Jizg 18 TR A 2 RSCOR 8 AL HIF - 1o 3R 38 A 3% M 11 7T B
PR, TR SG 5 3B i e P AR AR MR o 8 9 HIF -
Lo A% E 1 A0 ) RE AT BEH2 TH 0B 40 1L 19 A= A7 g
MPLRARE S, A EEZBWHOAM R WY
JATETEHRE, 7T RERCN — P EIHT IR TT O A SR .
A T B AR S 2R B8 9T JTEAMUNOATR
ST HERE TR 7 1), i H o WoR 6 K X e A o 1
L] PR S g 2 A Dy B R I R VR 97 SR IE . NOA R
HHRITIA .
3.3 KRRz

J T8 AR 9 NAR R KIAAE S R G, B
HE LA = W] Je 0 o T 2R R AR D RE, 2 e A
MR AE, B AR S AL B IR AL 7K P A 4
etk Re: R, FoA F A P eT 8 i 1k A
(reactive oxygen species, ROS)&ri. I kA
MR EE SR SRS TE, ROSHITAESSBEEE
R, AR h RS ) B Rz P IR
AU AR IR T ZRAR RS, FF 0 30 40 i 5 5
TROSFHEFHI NI, XA CIRASBOE N oS
AAFIBE, WAMPIEILE B (AMP-activated
protein kinase, AMPK){& 5% 5. A% = ALHI4E
Fr(mechanistic target of rapamycin, mTOR){5 5 4%
TR 48 Jf DR SR, 5 e AR 5T B 98 R A i AF
T T T R R LR TR AT LB R A i R I
72 AR B R R AN TR 2k Tk Uk B AT DAR 1k 2 A
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i 288 2R 1 A R B A B P P R B T T TR 2
AT IR T W TR kAR Th R FE RS DA
FROSHIRE S =AW, peah, i it & A
W] DUIE U T ROS 7™ AR g 1T 42 [m) A ki A
Horb, BRI . KA T iR 5- 5
i i% (tryptophan via serotonin, 5-HT)i&f2# 4L AL
TR AR RO, T R K AT LU R K 4
A HBEERNBPUAADTE RS, R4
JBE oKL AR RIS A 8 B e S AT TR
HROSFAAEM . S-HTHE Ay i it i AR 4 11 3 2
R, RSN E TR R B WU 2 T8 1 Bh 2 °F
e, W B R g R

G AEELZ K-41/43(GPR-41/43) /2 i i g 1y
BRI N4y, W] i T BRE AT A BAE 5 A% i B 1
T AR . TR B4 E FH3K9 LM
o, AR 3 I B A gl P T B g, DAYERR
G5 JORE 20 0 1) e R Ak S B A 400 ) SR A R
TERINY 257 % S GRP-4311 K&, FIHERTR
BB M JORE Atk M . ZhouZE VR B, TR
BRIGIT T IRER JORE AIROS I P2 A8, TG e 98 TRE 4H
MR T ECM P i o X e AF A F) T8 i 8 5 30R
20 g v B R LI 3 - g/ 2 1 B B/ L 30 ) B
FRAREEN R EBER RREKE. T’
R my DLBFEARIL - 1 815 5 19 43 i A 1T s &4 o
MMP-1. MMP-3fIMMP-13 &k . HFERN
A&, TRANIE P LA OAFCH 41 i Hh COL2 ARl
K50,

Tyagi% PRI, BRZEFEFLAT B GGREME 1Y /s
8 AT R A A, (R T R
A, kT Tregs 4 i $2 =Wt 10b 2R3k, 390
HE, Nz 58RHMIEY . PanZEP R, T
P FUAT B 0T LAZY IEGMIF R 7, 3 vy W TR L AT 181 1)
FRE, AT LR 7705 3 00 1 R KR 1 B B e 2
WK . Henrotin%F P I7E X ROA R 1 K AR g it
T LA SUEA B R K s R 77, M2 E|0A S|
LB S5 M 35110 M COL2 1) [ fift &5 2 ek /b, B AT
A AT OAME /1. SimZEPY g A KR IE&
TERRWIRITIEMOA, LWL RER, MiE+
SAEFEAR AN AR SR B RE, TIHRy
(interferon-gamma, TFN-y)FUbH iz 500 A i 30 2% Tt
e PRI, TTRRAR R A BB R ORI DG

i A I, DR AT e S . Tanabe™)
WFFCR B, IG5 SR 0 0 H 58 SR T DLE I 4%
FLERFF B ST BRI 28 P AT B 100 K P 0 i) 22
LN E IR, SR ARY, R — Dk B
B E A S B H . deAh, IR A R R £h
MR EREETEAZHENERRERL. =
RS O B A P AE R R R AR E AR
B, AT S Bh B RS S O AR 1 i B L

gE L RTIA, i S e i R AR
W, AL O R IR T SR AL A A R T
oo KRB FC L — DR ZR HAR I B B Rl 2R AN
RSP B R AL, DA KX B DR 2% G o] 3 3ok 4% b
A Ak A AR LA ST OGN 98 () R R FVE T AR
Fo BbAN, TERER M 25 A AT a6 A T 5
DA HE R Ak i 18 T8 B2 B, o O O TT 4%
B —ANEET .
3.4 FRNE

S e A e B A AT B 2 AR,
R ) 2 E R 28 %0 I S RN 30 4 4R AR 7 THT AR W
HIY)RE. TEMEBEMFEARS S, AL 000K
o7 3P 3 Y R A8 M v R A B, R A AL 1
WEF 95 RUE B, LU e GF IR 1 T B A A i ) 35
£, [FIEE, Ak 40 i 4 WA 40 B IR BT LA B S
A B B R A B o Ak R W A B . W AT T %
FTAM, JEE PR 23N, TR
TGS AR LN PT R AR A S B PE T, X —25
Wl G — o Wi, KRN EEL § 2
fEF AT REET (R AR Y BE R R S B2 S 80l
GMZEEE, TEARFE Rt ST, Ha
AT AL EAPY, LA EECMIT BE
NAHHABE EREE, hENNEETRE
TR AR O 2o A g, B 5 7 R I
JE, [ A 398 B AL 4T B i 2 $E S BB A 0
R, 5155 i -rr. AR s B G
SR CEFEBIMET40 M1 (Thl). Th2fITh17FIT
WA R A A AT AE K A )X TR AR 2
SR B O Th1 740 P I 56 R e e L & 5 &
G = WU YA o vl e el O -y G 1 R T
FORI, oy BARWE R 57 AEIL-17F11L-22, {2
BETh17894 5, FE88 hnTh 1 48 i i B 0. SR
AT, 5 B 22 R B d i AR i B M Th1 71
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SrAHRE ), R A SIS R, IR A B
FR) 22 R 20 P A B D 2 8 R AP 5% 749 % 1 RE J
T TR, 4 B 22K B AE O A HR ) R 5 A AT 15
H—BR. FA— M RERGSHAEYHR
X, WA ThI 7RSS, A BT & 9E I
R A E A A o 3PP SR (1) A B S it ]
BE MM T BE R N M 1 AR 25 b G 52 2000 T 2 A £ AN [+
WEE T BAHAE S T H 20 A ol FE 1 Ak
AR

3.5 (5@

TEAR T O AT BEA B 22 6, A 7038 AN 53K
g HERENEREMILE .. B EKETF-B
(transforming growth factor-beta, TGF-B)Z 1L
HARE A B RO AR AR TR X
o KRyl e A R IE B L A B At DG B
AR, EH AR S ERIRS . AR —
W T I E A 5 1K e A W B TR PR A
PR, SO R, MIETGF-B/K 5k
W AT e B Bk A B A OGS RS
B FLAF R AR B O OGN0 BRI PR £ ik
S 7 TGFE-p3%3 50A. TGF-B3MIEHAKAEA-2
(bone morphogenetic protein-2, BMP-2)7E & #% & 2k
PR E B CEEWNEN, AFE A T
AU MBS, K A AT R A 23 A AR AE KR
P75k TGF-B3xf 44 Foi U AR B AT W) Re i
e, ROEAA AT R ECR A s, JRIET
TR AR IE R, R T IR 5 Bl e v 2
S E, OAICHT KT (I TGF-B3 8 i Smad 1/
5/81@ % b RuntAH 5 % 3% Kl 12 (runt-related
transcription factor 2, Runx2)fJ#ik, MiiES
MMP-13 [k — 2 77 A 3 SRR AR, 2%
FHECMIEAE, BETCH, T8 IBELT4E40 R 3CE 4
FEVAT . Wang 2505 i i BBk G 28 1 B 00 52 5
B RFTOA B B METGF-P3 8 H /K VI & & T4
HAZH: TGF-B33:1ISmad2/3(5 ‘5 i SHAEF AR R
B ECE B SUIE RS RAER, R KT
AR REPETGF-B3 R B & A I 5, I
i Smad2/3 15 5 il % T 1 R I a1 AT IR
PERTUTR o 1ZOBARAE T SRS TR TR OA
)78 L A 4B BRI K, AT DR RF SR S B 12
TGF-B3HI M EAE F#7R, HAEME AR DIRE T

3% 11 A0 T E 22 7 A RE 2 SRR VR T . BT
KWL, AR L T A X TGF-B3 5 5 3@
B FOIE T SR, ] A P A S A 40 o) )R A
FEOA P I FEWE I, Bl JT R e ik FLAE f R AR
IR K%, AN, BT IE RS TGF-
B3/K-VAHSC, I I 4 i T VA AT T AT RE TR R
i TGF-B3IRIBFIIRE, MM AR IT OASR M —Fif
v I 1IDRrA

FEH R R IR R, JOEN SR
W AU RO G e NI DA, 3R R RS S8
T HCE R FOIRES o 2RE MO R IO AE R
I RCE 07, R 51 AR, S A
B, D R A . AR
o7 Xif 3K £ 45 7 38 3 A 1Y g B A oK O 4 20 AL 2
RE, 110 5 NLIOE I 1 Bl e BN 2 5 AORE S M
GRS -BUR R S LBl BUR CR=B N 0 NN (2
P T AR B B A B ma B . PR, BE AR IX
L AR PR 0T R AT RRR 7 A 250 B 3,
ANAURT DUBE X B — FR) 5 B A, 38 W] LA ad i i
IREIRAERER G PRI R I HERE -

4 BREESRE

FERNIR U i 8 TH B 5 O A2 TH) i & 2 Bk &%
Ja, BATENT — A2 BT RO, B 7iE
JTOAREERR R, A RCLRY, WiER
HEIE I 2 Ao A R OR A, R IT R TER
REAGWAERGITE L. HEl, #IRENCZE
i 2 R T T B, B I PR BT TT R B 4 A A A
FC, B T IE RS OAR T Z AR F
WEFCR W, 8L R i T8 T A AT DA R % )
AERL B ISR A R R R
BENIH, LR T BB IS 5 6 s, xS
OARYp BLBERE BT . 558, RFEMI A
A A % 38 7 A PR A B R 5T AR
BB R R AT R, R e
PEAN BT E 1842 5 W R 4 14 2B A7 R BE
LR, P v A U Y SR R R 2 S R
fEREAEY, WA AR P R D0 AR 5
i, WS TR A B, AT OR AP R i f 2
B R 0. — SERFE (1 i T8 40 34 T DUIE I
PR R 1A Tl BE R B i R 4 L I e A AN A
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FFRETT, JFE L R G MR WA 5l Oy BATT 3R A
TR TR 7167 E RIS . ARR
WHL R 2 — PR R X HARNLH], DA iE
1oL R o T8 R R DAL O A ST HC i VR 7 RIS
UEAh, PREH I 2l AL B B TR, DAL A e
Y i TE R 0 T B R ONOA M AEF ARG
RAHHITT I RN, 2558 2SR 2 18 38 A
(225, AR i T8 TR TR 71 SR th ks s o
FE R B, B8 w9 i o1 e AR
AR T OARIH ML, I T ERIIET), 12
7 — BRI RAANG TR . IR T
Pl w5 OAZ MMA BAE M, KB IF ki
A EAERRIT RN, NOABRE MK
E(iR==p
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