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Abstract;: Osteoarthritis, a degenerative bone disease commonly seen in
the elderly, is particularly prevalent in weight — bearing joints such as the
knee. Its etiology is multifactorial and characterized by pathological
changes in the joint structure, including destruction and degeneration of
articular cartilage, inflammatory response and formation of bone
capillaries. Up to now, clinical treatment for osteoarthritis is mainly
symptomatic treatment and pain relief, and there is no exact therapy that
can reverse the pathological process of cartilage damage in osteoarthritis.
In recent years, domestic and foreign scholars have found that

mitochondria, as important organelles of chondrocytes, plays an
important role in the process of cell metabolism, proliferation and
apoptosis. It is also pointed out that mitochondrial autophagy imbalance is
an important factor leading to cartilage damage in joints. Meanwhile,
several basic experiments have shown that Chinese medicine exhibits the
potential to protect cartilage by targeting the regulation of mitochondrial
autophagy, thus showing positive results in the prevention and treatment
of osteoarthritis. However, studies on this area have not been
systematically elaborated. In view of this, the authors will systematically

elaborate on the effects of mitochondrial autophagy on the development of
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osteoarthritis and the role of TCM in interfering with mitochondrial autophagy in the treatment of osteoarthritis, with the

aim of providing new ideas and methods for the development of new medicines and therapeutic strategies for the

treatment of osteoarthritis with TCM.
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BT % (osteoarthritis, OA ) & —Fh Ll &7 4K
B AT HEIR A RO AE B S B R
SV S I RS S B AE A 4 4 TR 3R B DDA
K1, AT EOR SR, R 16% A M15Z 0A 5%
Wi, Bt R M R E A Z IR
IR, OA a4 3 ETH . Bidt 2030 4Rk
R AR RN 22— DRI, An el AR
OA [ R IR3E , I35 F8 A 16 DT 0, 2 XY T IR 2 S O
R R Z — EFR, PELHE YA R R
/N NEHBE R 2 RIS L3, 7E OA R YT
P RLAFRT R L Sk A 35 B0 O 4 MO A I R4
et , [ I 7E 20 B A3 Ak A T 0 B e 1 AR
7o WS R BR, LOR AR 20 T 200 A A 3 A
feERE B Rk A LR REZ —,
BERTBURTE[ i S R NN A (S TR L NI o 8 i
M AE S4B A B AL . B AWM, 2him

TR AR A 3 2o A 45 2R A IR T R R S IR 2ok A
Ji 2 42 ] ( mitochondrial quality control, MQC) Y i
5, NI ZERF MQC Ty 68 1E & 4% L) By 1k 80 3k
B s T R, P2 P O ik
Biiih OA By ZEHEME . 58T o, A SCHE M rpr 24 3] 45
ARk B BERT G OA JEIF#ESE, LA OA (B iR
&AL 1) T B 5 s
1 OA K& mHLE

BT 2N M A 45 T 45 R R D R 1) S B A i, 7E
WHLRAE T, HaZ R 2R R, BRI &
BUACIIRSS H FE e T R LA B T 0 A, AR 4
BRSO L4 R I 7 R A A s = oA AT 3
FOCWHEIIRAE . 78 OA P BCE T & 22 b AR
HE, R T AR Z R 0 N ), 5 e e T,
Rt BUKPIRES 2L, 35T 2 0 B ECE T B YR
WS RIDIRE , S B0l BOY AN RE AL 55, M T3 R 5
W IE IR R OA YRR . Ak,
15 OA () LI R rp IR R AR Y o SR 3CE i
P AR AR R — 2R S PR A Jo, 038 T S A e A
PRAESLI o T L 40 25 3 004 Jir 983 IR BB FH] 7 o (tumor
necrosis factor oo, TNF — o) . [A4HHES 2 1 (interleukin — 1,
IL-1),IL -6, IL - 17 Al 340 M A £ - 1B

(interleukin — 1B, IL - 1B) 5 K 4iF 1 R g
TNF — oS5 2 i PR 5 AT 3 3 38005 AH S A 53 %, i —
AV A0 A0 R B A L 2 AR e o v i
S T (R AR i LA R T MR AT, 9 T o 68 D4 1) 48
SiE A AR, IR OA 1y & JiE .
2 etk BRI IR

LRI B W AR RIS ZS A S AL, & RE
B R 2 A0 ) L A 400 1) 4 J6 00, i 4 R 2R
TR AP L S A0 M P 3R B8 i R e 1 o kA A
TR E R IR S 2 R 512 R 5 10 A 2 4ok
PRI B A, AT BE 2R PR e AT B B g
R TR i [N 175 3 (B E W 1 (PTEN — induced
kinase 1, PINK1)/E3 7 % i% # 1 ( E3 ubiquitin —
protein ligase , Parkin) & 1% J& 2R R K B W ) 2 238 B%
Z " PINKI J&—Fh 22 S BRI, 7T LAZELORL IR ST
JRFRER , JE7E ZbL 1A SP A 3 Parkin e 28 20k 4 5%
T, 175 LR A Iz 246 P62 R T B WAL AR
FiE A 4% 3 (microtubule — associated protein light
chain -3, LC3) Fp 5P 45 &, T 2E B WK 1 55
5 IR B R R
3 LHikE®S OA

AORLIR B W E B A0 I ) RE 4E R SR R A A
P R AEE A AT B T . B IEFE IR R ], 2k
KR S5 T OA BERE P B A I8 1 M SRR L o
A s B A S LA 400 SRR AR 5 gt vl
VR B I BB 2 8 T R T e, S 4R
KA 5 W ] e (2 E 5B 20 B AF I, I b OA ey
BEFTIRE AR . TL - 18 Bk 2 OA & MLl v it O
PR, CHEIESE AT IR A il 5 bR 2R P SR il
HHEE 1 (mitofusin — 1, Mfnl ) {3 K K-, 7] i B AR
LRRIIR [ AR 4 PINKL J% Parkin (93635, WANG
2593 1 MitoSox Red #RE145 4 Micro P G/ HT L
ARIFERIBFIE B, SRR AH [, 5 R ZR AL R ]
B EUGE TL - 1B i T 1 50 4 M A Al L Sk
BCE ARSI SO e RAE G O D SE 4L

AN, 5 R R IR BB A DTS S R R 2 AR OG
Wi 3 (sirtuin 3, SIRT3 ) F1fi# 1B 86 2 H 1 (uncoupling
protein 1, UCP — 1) 3 j# 1Y) 57, i Aok ;556 4R 14 5 v,
7 HE I =5 M2 1% 1 ( adenosine triphosphate,, ATP ) A=
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i Rt SR A U R T - 18 5 A TR R A
(reactive oxygen species, ROS) i 7= A= &bk fl &
S BRI B W K B W AT R A, 4 T 4
M OA #F J& Y/ Al. ANSARI 25 BF 55 JIF 52,
Parkin g} 3 LR K B WE7E OA v BoA H 22 5 1
FH, HAE LSS Parkin fE #ELORAA B 1S R 32
PZRLA . W58 E /N T 40 RNA A S 0 4k X R
BORFE I HTER Parkin, 4530 B 7, 5 5% Yt BUN T4
RNA 9 5 & 40 i A bL, 5% G Parkin ¢ 55 P T 40/
RNA 1) OA BB A rh Parkin (13835 KV B3 T,
3 3o OB LR B ORI e A A SRS N e
TE IL = 18 JEARAE T, Parkin @BR 1) OA B 4 i
T/ VIREBE A 2R A AR R B WG . AR
IL — LRI OA B 20 il vh 23 4% A/ T B B % £ ki
TRBY SRR B W BRCE, AF 58 & 2R ] LC3 RS bt
GG A bRIC H BRI, E45 5 Mitotracker Jt A HR1C
SRR E L HE AT R 2 H A EAE . 45 R
R, AIL - 1320 Y 2CH g i b, LC3 PHAE 3 Wik
T B 3G AN, Hx 26 B W iR 5 Lonn A 7 St E £
MG, TESORIR B WEHERE Y, B WA B 24 5 VS Tt A
B, DI RE AT 0 2R AR TE i A5 v R A R i, X — L
X T4ERE MQC AR E M S A OA Bea vh 3 & 40
AR T B T B L, SHIN 252" 3 e K OB R 5
BOESE , PINKT F) 400 1) T - B 14 B Wi 2 BE 18R
HEMG | 4 3CH 40 M 58 0 Ny 1 5 K S8 Ak Iz 8K -
THe .

TERL TR T 1) OA WAl b, BF 58 % F ]
PINKI J PRl bk /s B A A PINK Bl B A8, 25
BRI R R AR AR B AR N N S Lok A
B WEAHOC Y gk 4 i A T3 B R, BE T ik
G5 WE S AR LR SR YE S IS 1) PINKT BRI R B /)
S TT REAT Ry 7 PEA, e B[] g ) B/ BUAH TG
PINKI1 J K B/ N ERTE AL B S 26 3 K, il L R 5 5
SOEVIR R ERT SRR SN VN 2223 || S Bu R kO
A PINKT (13635 7K, SIESE PINKT S i AT 4 H.
BLOTRGEFHE B, EIRBEIEE RN, PINKL
PEE R LRI B T REJE OA BCE 40140 K AR K e )
L Z—

AT, WANG %5038 1o X OA iy RNA 3% ik ik
TG B 2E 0T, e i 2 159 25 ke, 9f
MHSETE Y 6 AR B e OA HH 5C i e 18 ik
Pl JEP A A (gene ontology, GO ) & 4 73 #r 45 R .
7, FIRIED 2 5 2ORLR B W 20 RS A R 4R K A
MY, BN SN H AR 2B

(Kyoto Encyclopedia of Genes and Genomes, KEGG ) i
BRI, 6 NI S NS5 BRI SCAEY)
AR, W R EORLR Ak B W SCKHES E O (forkhead
box O, FoxO ) {55 5 i s S 7 WA B Ik ( Apelin ) {5 5 8
Wo FER4EE % 20 M1 (gene set enrichment analysis,
GSEA) Z5 3L R, 3% 6 IR 5 P53 {5 5 % . NOD
57 & ( nucleotide — binding oligomerization domain —
like receptors, NLRs ) {5 3 i | V& Wl (A< D BE 22 H- it s
FACHAAAE S, Herb 55 PS3 {5538 % Al NLRs {55
T Ok BT Ge i B, Hobn AL s AR
>1.5(P <0.05), §#i5% & I Z (false discovery rate,
FDR) q {8 <0. 25, IZWFFREAIELLRR B 5 OA
HEJ Z (AR 35 0CHK , T 4a /s 1 R 2 HX 41 ik P )
k. L5 b, KSR BN ZORLAR B W )T kAR (2
OA R A0 MLAE 5 vh A AR A4 1 BB R
4 HPEZGEEIFELZNEBEE OA
4.1 HHEFHLEFRERIEBERE OA

e 11 (Xibining 11, XBN) J2& B ¥R B R R
AT TR — A 1L B A AR R U R
K AT A H B AR 2G4 5 ) ZERIR OA Jy TR
AT . FREAR IS B SE & B, XBN Al 5
3 3E SIRT1/PINK1/ Parkin {3258 % , /2 i 2 7 1k H
WK BT , B0 PINK1  Parkin (P62 F1 LC3A/B & H
3K (P <0.05) , [ i} AR 200 B 400 i 5 o 4 s A
Ji# 3 ( matrix metalloproteinase —3 ,MMP —3) MMP - 13
A I /N A 25 45 B R R R R B R g
5(A disintegrin and metalloproteinase  with
bospondin motifs 5, ADAMTS5 ) [ FRiK (P <0.05), J\
MTHESRARL A 3 WERE T, M SRR D) e, SE 28 51
MR, BBIPG OA IIFEM .

ERPIBEY S v I W DR 3 R 7 ) =2 — , R R
PR FEIESE , AR D 4 (1. 24 2. 48 .4.96 ¢ - kg™')
(R BRI VR T R B A L S AR A R Ly
TR U 2 ) BB A AT 2501 0 (51.. 08 £2.96) %
(69.44 £4.07)% .(82.36 +3.81)% F1(88.05 +4.17) % ,
A b L a2 ) R A0 A R S AL ZH AR
Hety BT i o BE— DAL ST B , R ] R
IL - 18 /- HYBCE 47 , 2 b0 T R Js A
(type II collagen,COL2)  PINKI , Parkin ,LC3 %5 ¥
FIRK, IE R SRR R B WS TR (2 P <0.05) , [F]
IR 35 T 2P D R AR B ) 3 (caspase —3) [
FIFIAKF B IL ~ 6 1L = 8 I TNF — o #4531 7K F-
($ P <0.05), FiRHIFFE4h SR W SR nl Ja i 458
PR TR A M PR VT £ 1 I (adenosine S

throm-

— mono-
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phosphate — activated protein kinase, AMPK ) /PINK1/
Parkin {553 % , e HEEORLIR B W3 , 37E 0 SE 22 30
A IR AL R

A B R B (0.5 g - mL )
AP BV AN, 5 L ZH A L, A Y 2 A
AR BRB A0 I  SED'G % L (optiical density, OD) 7351
4 0.86 £0.06 F1 0. 69 + 0. 04, 32 56 2H FIA% 7Y 20 4% &
AP Y LC3 3 A X R IR K205 0 5. 54 +0. 24
F10. 85 0. 03; PINKL £ H A X 2 5 7K F 20 5
8.44 +1.05F10. 52 £0. 01 ; Parkin 8 [ #%F 32 3k /K F
4352 0. 20 £0. 01 F10. 68 +0. 01, iKI2H (1 - RFE b7
B R FARTAAILL (B P <0.05) 1T B 24 Jfd i ik 2
8 (B - cell lymphoma — extra large, Bel — xL) & §atE
M E I 5 — 1 (myeloid cell leukemia — 1,
Mel = 1) BYZE N 2Z 34 (43 P <0.05) , Bk e
F M B RTT RIHE S R A0 i A IR AL R AR, AL O A
FAMLAE T8 5 945 PINK1/ Parkin {5558 #% , 7F i 410
il OA P BLE B

YU 45 7R il Hulth A OA HA
KU, FAASIRIH B2 (0,50 100 150 200 pg + mL™") [y
BT ( Gubitongfang, GBT) 7K $H Ak BRI FRUEK # 4H
JH, 45 R R, 25 L BCE 4l S ) g Bl O 103%
102% ,105% 1 106% , 575 11 % A4 A BE %tk 35 42
Tho TERRZWEGE SRS 4N i S5 v, AU 20 20
it H IR AR 2 A0 A A B2 ) S e Ak ﬂﬁﬁaifi{%f(
TEIVBLG, T GBT AbFEn] 525 22 i b iRRe H e
— A e B, i 25 B R IR B 00 A R MMP - 13
PINKI #1 Parkin /K- LA S b 4173 i i) LC3I/LC31
PB4 B2 THs (5 P <0.05) , H GBT BELLF i
PET7 AN H X LEFEARI TR o BLAh, GBT i vl Js % g
A BRI LR 3 — N/ 28 F1 N B (phos-
phatidylinositol 3 — kinase/protein kinase B,PI3K/AKT)
T8 S S OIS L DA R ) OA R Sl 4 i ) 22
PEERE o
4.2 PZ B EIEELRE B ERE OA

N BER—F N T S 5 B AR,
AW S R AR P HA AR DFE R, AN ]
WSS BN TR A R VR T R SRR M ), 5500 B
AHEE , ROS JKF-RAIR (AL AR JIEE L AV R PR 52 ATP Az i

G, R RO PE B B T @ IE 1 (voltage

dependent anion channel 1,VDAC 1) 27 {4 Fr 855 H
2R ARSI EL A5 i 20 ( translocase of outer mitochondri-
al membrane 20, TOMM 20) } MMP - 13 {4353k /K F
IR 2T (# P <0.05), 7 PINK 1, Parkin , AMPK .

LC3B (kK1 B3 B (3 P <0.05), ,EZ'#
15% e 5 B9 N LR H 8y & 25 76 T B B OA #1er
HAHL 24 b J5 X 3 AR AR A 1 MMP — 13 E’J
IRIROR B, FIRFTE SR R, N PRk Al 3 2o 3B
1 AMPK/PINK1/Parkin {5 518 J&, {i& 3k 2 b (& 5 W
AR I MMP — 13 #9231 8/ 40 R HE o Y
WA, TR AR IR OA HOVERT .

XIA S5 G5 R, 53 SIRTS 11 K94 W 3h 71
AR AL E G R 3 - TYP LB A
SIRT3 7ELRAP B 40 i A1 Jik Jo v ¢ 30 1 AR A 42 4
Mo o3 F 2 MBI — RS, SIRT3 35S (1 3R
DRAP VR PRI T X6 SR A I8 T 1 400 1 o % 2 KL 4 B
W ARG , FL AT 0 25 R B AR 29 -2 (B — cell
lymphoma -2, Bel -2) # YRR K- (P <0.05) , [7]
25 NE B Ak I -2 AHC X 3 (BCL2 -
associated X protein, Bax) [ R IKKF (P <0.05) , #
T S BT3B 240 e 0 358 Jo 1) P 0 B 26 400 L 0 2 1Y)
L, FIRRTTE R R R I i — SR ]
IS SIRT3 #1367 OA MIfE .

PR S W) ) 3 BN M AT, A ORI 9 R
B e A A R B OA B HL I R A7 73 20 T B30, 23531 LA
I mg « kg ' SEIKERES 1 mg - kg MR FIEL2
G R MG MR e, 45 R BN,
W) 3 2 H B W R 2R B R AR DG mRNA 58 H &
KoK B OE B, ORI Rl 7 B E RS
(#] P <0.05), [FH} ROS {4 fb 7 8 K 4 E IR 7 1) 2%
KEER (X P <0.05) , iX KRB W) 2 a8 i {2 E 4R
KR B W A, B ECR 0 s , T A S OA i
PR

T e 2 B AR 8 Hh B IS 18— T A 2 i PN
KA LS BT R B, 1 R AN 4
AARFHEE(0.2.5.5.10 320 uM) (I F E R, 5051
K598 0.24 48 K72 h J5, 4k N 0 ~ 10 pM B H &
FO0F OA BB 20 Mo B4 5F A e SR RV T T 24 9 2 Oy
20 M I, AT 25 0 0 RO A0 M B 1Y BE BB T, OB
20 pMAESN i vk B i — 2B WFSE R B, 3 R AL 3
ZH R 30T 20 M R T 3R 0 IR T X R 2, MMP - 3 il
MMP — 13 {955 19 &% mRNA 3k K- 2 2 35 e (24
P <0.05) , [FIRF iR B Wit FEA5 2022, B W00
% H —1(beclin 1 protein,Beclin — 1) | H AR EH 5
(autophagy related 5, ATG5) F1 LC3 1) 3% 3k /K34 g
2 [ (1 P <0.05) , A%} ADAMTSS mRNA 33k K
VB EZW, FRUIREY, FERTEg N5
PBRK/AKT/WE, sh ¥ 85 WA 45 £ ﬁ]]_], # 1 ( mammalian
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target of rapamycin, mTOR ) {5510, A FEIMH A0S 4
M TR

LW AN Lo R — T 2 Wi
G, AR ER G E )2 TR YT OA FiZk
RARAE ST 4 BT Fe W, 28 R 04 5 2ok
A 5 WY & AMPK/PINK1/Parkin {5 5 38 B 1776 %%
VISR I FEd ) R B O 79 A T S Bl 2 i vy
OA B, X 8 ~ 12 IS ) 25 21 R SR 3 J0 JH 22 B0 R Ak
G C RHAMR A JAT T, 45 B IR - frangy
O 5 HOR G A HORTIF Ao 45 R B, 5x AR
AR, KB OA BEHY M A0 L SR i 23 008 i
THCE BT B P R W e €078 1 A5 M TR B A2 i 252 22
R AL TR OA 20, HA B B AL R AT s, HonT WL
PO A TE IS . HLRIBE IR SE , MR AT MLk
B B HL AL 3G I ATP A gl i, DA & | LC3B
PINK1, AMPK #1 Parkin %4 & B 1 £ 15 /K F
(¥ P <0.05), [l i 4kl Ca® J& ROS s 4t 7> A=
(1 P <0.05) , AT A FE R HCE A0 AEZE OA P
PERIVERS

BEA T ST AR ) 1 5 A AR R B2 IR R Y
—FPE IS, CBIESE X OA HoA W& BiG
R o HE S5 B8 SR, A [ e (10,20 Al
40 uM) B EAEAE T IL - 1B U5 5 19K BRARCH 41 i
Je AR AR o | 0] e A e A e e TR
Ay A (48.32 + 0.46)% (39.42 + 0.04 )% |
(21.42 £0.31) % M. (3.45 £0.08) % , i 5 2H 1) 40 g
PRTo A /N TR (R B, o 50 AT a4
RS2, B iR L — 1B 55 Y K UK A0 i 1%, fre ik
I I S 2R A W B, T 2ol (AR JBE H Aoz, I 1]
MR T (2 P <0.05) o #E—BHLII R TR R, 5
TRl R IL - 18 355 A9 R BURCE 4 b LC3 - 1T/
LC3 - T PLJ% Bel -2 Beclin —1 £&bifks) HAHFEEH 1
(dynamin - related protein 1, Drpl)  PINKI FI Parkin
SR HARIBKF (2 P <0.05) , [R5 P62 Bax
Caspase —3 P — PI3K/PI3K ,Drpl #1 P - mTOR/mTOR
HHFBAKFE () P<0.05), EIRBIEERY], 85F
i i PIBK/AKT/mTOR 8 &, nI A7 &% i
PINK1/ParkinFil PINK1/Drpl 38 #, [A] B ii% IL - 18
5T (0 20 M Hh O ZORE AR 1 W, DTG D02 R A
idi

J5LZX I ( protocatechuic aldehyde, PCA) X 44 3,
4 - ZRHORNHEE  J2 A rp 2P 2 op S IR K M B
(A B 1ot # 2 P 2f BROAS RE TFARARR (%
T EL A2 U5 A ST N 5 B R A5 ) O JEAH DG 52 36y,

WA CT g5 R Bn , SIEF A/, A A
PRASFR T ARBEAYZH /N B G 49 TRl B S 6 B A Ry
1T B T v S W B B SRR B . [R]E, OA
AR B 2 B T AR B /NG G R 0 B S
BIRIFRBOE K . M2 PCA b3S, ik B A2 115
P, PLRIAFSE R, PCA Ab 3 v] & 42
ATP Zrig T Seobn AR IS g A7, [) B b o) 13 g A O 2
1 PINKI \LC3 ,Parkin ZiA/K - (4 P <0.05) , tb4h,
REREAL ROS /K1, T 18 5 2 A G 8 11 P21 P53 I
P62 1) 3R ik, DL K b BCE R R MMP - 3
MMP - 13, F-F#{I% COL2 pf&fE (3 P <0.05) ., b3k
W5 $E 7, PCA W]l i 37 PINKI/ Parkin {5538 %
RO A W T RE, HE T AE 27 AKCE A Y AR 1k
PR

GCARZF N PG AR P B — Mg e b &
Py BRI R B, ISR (3.6 mg - kg ™) I A
FAL PR O R KRB i, A5 78 2 IR = ) i
SIS ZH ) ACE AR R TR A R (22,35 £5.64) %
(14.83 £4.57) % F1(8.27 £2.63) % , i o 21 ¥ 240 Jfd
PR TR 0 TR (1 P <0.05) , [mli), W&
F & E [ Parkin, LC3, LC3 I/LC3 T . Beclin - 1,
PINKI 3R K /K3 8 2 L8 (3% P <0.05), 1M
TNF — o L - 18 AR DR Al - 3 13RIk 34 8
FPH(B P <0.05) o Ak, O BB 45 A i
5 ROS KRR, iR g SR IAAE AR 2 AT 38 o 0
PINK1/Parkin {55518 1% 1455 27 A4 F W0, W /03K 5 41
PR T, JEMAm ] OA fyuk R

AT T A2 B R RHE AT 24 1 T AR rp 32 B
MR . MR R B, AR R GR 4 (10,20 M
50 wmol « L™1) fY F AT B Ak B /N B 56 Y B 1 40 i
48 hj5 BRI AIG L v 75 o X 2 ) R 2 O
T4 5k (26.77 £0.93)% . (21.50 +£2.70)% .
(19.03 +1.89) % F1(13.33 £1.29) % , i B2 (1 40 g
TR E N T BRI (3 P <0.05) o [A]EE, AT
SR EJE LC3 1/ 11 A0 H WEAH G [ Beclin — 1 1Y
FIRAK- () P <0.05) , B ImGRLARBE R A, IF b 3
i P62, MMP — 3 Fl MMP - 13 3t [ [y % ik
(¥ P <0.05) , FLHARAE FHLHI O FAT S ) 3 %
IL - 18X} mTOR/PI3K/ Akt {5 518 % i) S I8 45, 18
TSGR ZRAR T BE SRR A W TG, A AR IR R
2R AR SR T R
5 INEERE

ARTIFGT F2 B AR T e s 24 3 g e O 4 2 {4
H W S BE G OA W H B, H FE A E LS Z
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2R A T 52 77 38 3 WG PINKL/ Parkin 53 #%, 1
LC3 Il \PINKI ,Parkin &5 F WEAH G E 0 2R 38, B 4k
R B WS B 32 10t i 2 b AR A MQC A2 , AT
WD AL AE T, IR BB iR OA WIPER . R
PR 27— R B b T 3l o O W ORI B Wk FE B iR
OA A, {5 B AT IHAELE 1S 22 [) BRI i ik £57
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