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Application of stem cells and organoids in repair and regeneration
of idiopathic pulmonary fibrosis
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Abstract: Idiopathic pulmonary fibrosis (IPF) is an irreversible and highly mortal interstitial disease. The
incidence of IPF is increasing around the world, which seriously harms human health and brings huge economic
burden to the society. While traditional treatments can slow the progression of the disease, they are far to cure this
disease. Clinically, pirfenidone and nintedanib are two main drugs that used for the treatment of IPF. However,
severe adverse reactions were reported in some patients. Therefore, it is very important to explore novel therapeutic
strategies to reverse fibrosis and regenerate lung. The repair and regeneration ability of stem cells has unique
advantages in the treatment of pulmonary fibrosis. The structure and function of organoids produced by stem cells
have similar characteristics with live organs. Therefore, lung stem cells play an important role in the discovery of
novel anti-IPF drugs, and in the formation and development of lung tissue. In addition, organoids produced by stem
cells also serve as a perfect model for regenerative medicine. In this review, we mainly summarize the role of stem
cells and organoids in the repair and regeneration of pulmonary fibrosis, and hope to provide a reference for the
development of clinical treatment of pulmonary fibrosis.
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ThARE, SR — HUR A S e, e 2 75 30O BUOR
PIEAL, 1X & IPF B E AT BRI, Har 4tk it
KAH 500 2 J5 G, FFR2EFHK MBS . %2
1650 % J5 iz, B N O H & 20840, TrHEA AR
Sk oG B 1) B MUK R 2, S K BE AL s B
K&,

IPF FARFAIE A2 Mt vf b e 52 40, it 25 23 1) 15 3 45 M
TR, 1) J5g A 4 B #2257 (extracellular matrix, ECM)
Tk BE VTR LA K B2 4 240 i 1 38 B A 2% R 0 18 5l
ECM i FE IR AN 2 IPF bR . Bfids ECM R,
P2 2300 2k A ik SR AT He I F A A i S fi A U e
TEIR B R R, Thae M I v A e b, il X 28 320
o Yk 2 LB AR, TR iy b B2 40 B (type 1T alveolar
epithelial cells, AEC2) 3451 H 248 7 4 9 1Rl | 7
20 Jfu (type T alveolar epithelial cells, AEC1), 1& & 52 i
HINBL . a0 Az BRI, o] R S B AR 4R R T
I H PR B AL R BRI, 2 Fh 9 RE A Joi R 4 9% 4H
N =3, AR 3 R 2T 28 41 i R0 L R 4T 24 20 i 1) vl vk I
G LRk 21 4 0 B AN X e R I o- P 1F LB & [ (alpha
smooth muscle actin, a-SMA), I& 23 il ECM i FE 1T
AR T 3 £ IPFT,

IPF 7 U] (1) s B A B 2L ) 22 4 085 K 1 B, I R
TBIT AR D, L RE R SR L e R T T SRR G
iR T BUR AN EARM . B AT, PFRER XS IPF 1259
LR JE M A B 18 Je A, B BRI i3t i, (Rt = A
BMEZMA RN .. 1PF ME— 1] LLYE @) 77 VA2 I #2 1E,
H 2 TR 25 B A R AN 2 A0 S A e 1 PR 1, il A%
FEAE T 808 3, IF B S 3 1T 25 A A
B A 4~5 A R, TR RHT R IT TTIEZIA 2
S%. AR, R bR B A B A R A2 TPF K
AR R RN, AEC2 A2 il i 40 e, H A 38 5 A
AT RE 7T, FERR S A (R BCRi 45 J5 58T AECL, 4E+F it
T 58 BEFD T Re, 7 il 1) 45 52 AN B AR v Ok 1 B AR
R, R AEC2 Jiti 6 41 B A% 52 98 7 306 2 it 350 9 22
PE B2 VR 9T IPF ) — S fE 560 . R, VRN T i
VT A Th e SO LR B oC EE . Bl T4k
ATAE B 2R3 B AT DAH RABAU 2% B 10 K & P, 76k
RO FL AT R A AR R G T2 N . B R
fili 248 B AN BT IPF ()05 3 A B ML B 72, (0
BT 259 ik ds B AR AL, 78 R EE R R X
HI RIS, 38 B H ORI R A -

1 FBiRT4RBa7E IPF Y TheE AL

1.1 FfETF4Hp  ABC2 & — 5 5 MBIk, 72 ifive
W B B o WA RN AR AR R e A 0 R s T
Y, TEMEG K B WA, AEC1 1 AEC2 3R H XUAEH

AN, T AE AR S AECT 2K B B AEC2, 24 Jifi 4121
BB, AEC2 1641 i 5 /04 78 40 WOis, 04
AECI". /IR R I8 BRS2 0 R B, R g 1 85 A
C (surfactant protein C, SPC) 1A it &[] AEC2 BE % K
W1 1 SR AN 2 9 e 2 4 7 2 AECI, T H. SPC B 1%
(SPC") 11 AEC2 4H Jf IV B 7 44 N R I H L AEC2 41 g
O o 1) v B RENY . 2 AEC iV T4 AN g 7 24E IE
W SR b R I AR SR I 3R T TR R S e
V6 T W MTUBR 5K 7 164 00 P 4 PR A 4%, 3 23 m el b i
A 1R At by I AE AEC2 Hh ik & A 21 AE AL I e AL IR 1 B
5T K, IXOPEOE AT DA 2R 4R AR TR R, AT B
] AEC2 [8] AEC1 %% 73 4%, PR EL T B A2 72, AT
TE B AR R
1.2 B8 F4BAE7E IPF R EIThEEA{ERM  IPF KR
I PR AT e AL e — AN VD R b R A AT 4 AT g
A0 (W20 B T 40 ) A0 PN 57 40 e 2 R &2 2% AH BLAE
HHI A IS FER . AEC2 AE Ay fifi i b 5z 1 SHfe 14 4H 40 g,
TEJili 41 252 305145 5, AEC2 7T L4346 AECTPY, 4
AEC2 %2 B FF SE 5 47 I, AN £ 3 BUIX L6 5 1 41 40 i
IR, T Lk 2> 5 BUX L 5 241 f AT 15 2 DhRE 1
RE JJ R HEAS T T B R A o A 4 A o T R O R Y
AEC2 22 AR R A YA IR 7, iE— 20 BB 44,
e JEAX AEC2 40 % 1 31 18 5K 55 K 15 5 1 IPF /) B
Reh, M8 B AEC2 X T 18 %% IPF 5 — € E AP 1E
P IPF 29 (14 /0 BRRBE RS e T /)N GRS P T 9 13K
HRZFEAEC2IZ R, I 75 K] AEC2 23 14 5E 71
1 AECT LhAb e fifivfl b f2 9 dn S fve b i 4n s
FTEARBE, W2 S BUM A 4E Ak P 2E, 3X 5 i T 44 i
(48 & RE 13 I A 22200, AEC2 %o T 4k ¢ it 3 B 855
Fads K2t A e 5 BAA ERE P,

AEC2 [¥) T fig [ #5 1€ IPF & 9% i £ o 2 3 AR
A, fE IPF &, AEC2 1£ S b b iz 4 f b 181 5 49
b i 2 T IERY. ABC2 32 2 5l i HAB & fE 71 2K,
SRR ERA DT KT LA IPF G
AT 38 A% A SR v R I 06 % SR BB (telomerase reverse
transcriptase, TERT). Ui ¥ fff RNA 41 4> (telomerase
RNA component, TERC) F 5t 51 ZE 1A figé fig B 1 15 K] 1~ 1
(regulator telomere extension helicase 1, RTEL1), 5 AEC2
R Rz =, HF R, WJE M (endoplasmic
reticulum, ER) I 3 A2 i 3 ABC2 %2 22 I T 1 # 22
P, 0] AR I 5 A0 M 2R ) 55 AEC2 2 R
FIBO . i AL R P ) R PR A 2 51 D 4 A 5 2 1 3
B, WA A5 4 TPF f— AN fE B R 2R, — J7 Tl ik 51 2 57
O R 4 R S B ARC2 2B S — T Al
75 5 DNA # {5 ) Rk 1 % AEC2 T RePY. =2 b
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J BRI 23 A, ELFE 48 i F (interleukin, IL)-15+
IL-6 I TL-8, #B4 {ie 3t B 2T 4 240 o 73 A4 9 JUL A 21 4 41
W AT T, IS ECIPF, 4] &K AEC2 I
Reii 76 T AEC2 4E+F H £ (1) B & M ] AEC1 170 4L
FAEMA EEEH.
1.3 fhEF MR IPFIE S0 THLE 76
ik b, AECHAR 2 7 52 B4 45 T JE T, LK AEC2
27 M AH g0, B 5 PR A BT I AEC2, SR S o b K
AEC1. YAP/TAZ & Hippo i i ' 8 2 1) % 5 3L 305
A7, &L WF 7 % B, YAP/TAZ 1 il i & & i 72
RAEBZERY . TAZHES S T L3540
AEC2 [f] AEC1 L HI ik 72 . AEC2 %5 5 1 YAP/TAZ
B DR i B /N B P AR o AR R R I AEC2 1 5 A
AEC2 [n] AEC1 0 e, SR HIL 7 4 40 28
TESEE R 15 a0 6 8 ) AEC2 1 TAZ 1) %%
1B ok 55 2 PR AR T AEC2 ] AEC1 204k I fig 11, 3
I 9646 475 1 2T 4 A0 N RS, 5 — TR A S, A fi b
Ba AR A b il A KA o YAP {5 5 #E AEC2 T 4 B
AEC2 Ff 5 M 6 2k YAP #I ] T AEC2 1 3 58 LA & [r)
AEC1 73 AP 7E 37 -1 W 18], #1081 YAP 9 23 [
ik AEC2 ff 3 5

A 4 A B A2 K AL 7 (fibroblast growth factor,
FGF) 5 5% 52 5 7 IPF M KRB HLH| . FGF 5 ik
A 18 MW ECAR AL, BA1E 4 MAFE MG 5 2k
(fibroblast growth factor receptor, FGFR) 25 &, FGFR
X fifi () % 7 48 5 BB B AEC2 1 FGFR2b [ 2k 7% S 3%
AEC2 JL P&t T, fES0E LB E i,
FGF B 5xf T/ WA HEIEH . FGF2 7E 3%
EE S AR F SPCT AEC2 1k & g e fe /F
H, FGF2 it 338 8 % 7 FGF2 1T DA 1 S
RHFRAHEM. £k R L&,
FGF 10 {i 3t 73 Wh 41 B B 452 7310 o AEC2 B 25 794k
JEAN I, FFE— 25 4k o AEC2M, S5t (B 92 26 1,
FGF10 AJ T 5 2 & P B30T S0 i 4543, J+42 3 il b
B 4B AR,
1.4 TFHMEIPFEITHRMEA AU 5T 9
FTE IEH 5 LR AT i R A, 20 2152 24545 ) T
GE B A3 A0 M R 20 47 B R A ), D B R IE
JES 4 it B 1) 1 B 5% 7 P63 AN A &K 11 5 (keratin 5,
KRTS) A3z ufi < 38 T 40 il (distal airway stem cells,
DASC) #3iE, Jili 4 2R I 2R g 05, H k5T
S B, 7E IPF Jifi szt o v] O KRTS 40, 1 7 {5 1 fil o
T X LA R B 2 4 BB, K N BRI A g A0 i
(mouse distal airway stem cells, MDASC) #% 1 % £ 4
TN U AR 7E 21 K22 A7 o3 A Il RE S5 1, 75 40 K

Fe A RILF K AECT FI AEC2 HhR &4, 50 K 72 47 4%
16 AEC2P, AT LK B, MDASC 1 DL 5 43 44N
AEC1 f1 AEC2, Z 5ifitifi e M E M4 BRI
TR 2 /DN BT 8 24 A o3 A T I R B A ) O i
%, 5 155 /N SR B, 28 2 14 0 738 it 2H 2[5 5 1 ] (1) 4
R I 7R i & R /K P B 8 T &, I MDASC R Y7 5
S BRAR T2 4 e T R R 1) % L, W] MDASC
Xof T 27 A il 148 52 P AR A AR S,

fili £k 41 B Sk P8 89 56 T 40 fi2 (lung spheroid cell,
LSC) s £ 7 fifi b Bz 41 B A [|) 78 57 448 B 1 = Joi 40 A
FEAR . BFFC RN, LSC 4y Wb 85 (A ml il i 93 /b e J 2
[ A B8 A R 2T 4 2 B D 38 B R Tk B 5, TR
R 2= S R A 4 Ak, X T E & B A BT I8 71
BEAN, B N 18] 78 )5 T 4 fd (human umbilical cord
mesenchymal stem cells, HUMSC) £ A\ 8 3¢ & £ 5%
5l £F 4E 4k KRR P, & B HUMSC 3 5 1 Ik 41 it L
Jit 4 J& Bk 9 (macrophage matrix metallopeptidase-9,
MMP-9) ik LAFE g 52 J 8 1, fie 33 i 748 Toll B 52 44 4
(Toll-like receptor-4, TLR-4) K15 LR Bt 4, H
BRI Bt A A T
2 EREEAHECHEEMBEPIHENX
21 EFRE KBERZ MERN=4E450, 24
TEAR AN 58 73 A0 T R8I S B 1 72 4, L S5 i A D e 2R
AT IER A, SR A M B A AL A R,
T2 i Bl B A e M T A 4 R B A U R R R T
SROL, AR B AT DU SRBL AR B R R B AR, 1R
FERRE T AT K A AR AT 2N 5
B — A1 B SR B AR i A B B SR AR B, RAR E R R R
FEAS B K AR R . AR H AL W] LU R
BRI E PR, ML KR & & WE L H
V7 T e S A B R S LB B 2 G 240 P W DR e I A
JRL; B LB IR S A T R R B B SR AR I 4
U B2 A0 T ARFAE

KA B IRAMNE TR 545 G 1 40 B AR 1 5 TR A AR R AN
[, AL s 77 PR 58 B W BRARRAE, 38 2% LR P IR
YEAE S FAMETEAS 5 1R DL G 4R 288 . 78
FEEAG LT, SNEAS 5 RO W GG 4 e K AL () 5 5 2
B, AR JE X Le A B AR T R H FAE TR B H
HEUPIR . W\ Z BT 412 (human pluripotent stem
cells, HPSC) W ZBU7E 47 1€ A2 K IR - I T 4 Be T2 i
B R b R R T 7 o 4 B PR VR S R, i X S A i
H AT 38 B T A 7 B INTE 2 [ AR KR O,
S 3% B AT DL i B 20 230 40 B 28 R S
PR b A AR, B AT DUSSHOU IR & B I AR, AT BAFE
A AU i P = 4 2H 23 45 A AN Dy REVCTOTY . BRI B
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A5 ECM, K8 B A 55 T 4R LSO RRHEZE, {2
A R A AT A, R B R SR O 48 AR R R
JRSEAT R IRy R AR R A O BRI S A N T
3D HEFRMT SRS B T2 R R T

2 BB A N A HE 2H SR T B A0 ) SR IR, AR AR
B ey i R B . F /D BV IR 40
FR IR AR B, M S BRI I % A 38 R IR AR A
/N BB A ) B R B 2K T O ) Rz A, L
2] DU ST R AR B, R B S /N R4S
b R B R 2R A B R A BN AR, BE AN
T2 P 1 PR A S A S5 B R o A O JFE IR AN U 2 2%
BAAESNER E R WA A HRGETY, RS E
N SR A R R VR AT B b R B AR AR T AR SR AL T
AFH SR 58 HCAE A4 A 1) P AR AL 1, 9 306w DA 75 40 g
AR RIS 2R 25 /N oy A A R Ok B R A i
Ty RER
22 EFEEIPFHHEA  KEIPFIRIT ke
ANV LV IR, (H 2 E T R = — AN B AR ) IPF A A,
JE o BEAE B AL AR R . 2R AR B R H AL AT
RNRER 7 AE. B HBCE, NIRRT
41 ft. (embryonic stem cells, ESC). % 5 % 68 T 41 fu
(induced pluripotent stem cells, IPSC) A ifi 2 H $2 B
ER IR R T O A RIFE Y HE .

BT, C&f 2 ke84 ESC 71k v D g
e R RN SR I N A W =1 D O E |
FOXA2'NKX2. 1 fH 48 i, 1 7 #H 480 i 7E 44K A 4R 25 7] 73
9 AEC1 Al AEC2™, 3 i ) ¥ IPSC JE Jif NKX 2.1
FRHD IR S A, A Hb 3 B L 2 B2 KBS ML (carboxy-
peptidase M, CPM) [ 4 il % LAt v AH 5% A= K R 5
UNiID SR I I WRate Vil R B2 S N v 5> N Ry
A7 # 15 NKX2.1 F1 CPM )40 fif, DA B 32 /K i 3 2 H
5 (aquaporin 5, AQP5) Fl SPC K734k 41 i, ‘E 41143 3 &
AEC1 1 AEC2 IR b5 45, FE R AE KT F2 v, ol
¥ HH (Hedgehog) 18 #%, A LA 58 NKX2.1 ()R8, 7£
& FGF10 B35 77 b 47 RERA A A il B 52 2% 1 45
FA), R8s 75 0T AR A 2 4 R o STE RE R,
A VFZAERIRTE bR R4 I S, A0 455 2k i
S M 2T B 40 B AT IR 40 D, 3X S8 40 g b SMA 3R 1K
V6] 5 2H 23 E, TR, 24 45 S0 P 0L e v AL 400 A7)

2015 4F, 1 IRAGE T B HPSC =L 2R 48 B, ©
FR G5 B R AIE 5 R ORI A0, Eh a0 Sy =<3 b B 3z s i 760
b R A (A 70 5 1 AR 2E R A B SR B 2 Y . A A
PN SR AR ST A b 5 40 R I ok 28 24 4 AR sl ot 5
W R A4 & 7E — T, 76 3D R5 IR 4 1 oA R e as
B b4, AN HPSC AR fi 3D Hif Ji 1 #8 Bk A4, K 5T %

BRARAE N L I v, FFAE 5 K FGF10 A1 1% Ffifi 7
I.7% (fetal bovine serum, FBS) HF 15 7%, #t 7l BA 45 A
S 25 B, T8 Rk 18] 7 JoT 248 Mt A 6, Bl 1 258 0 &5 4 A
—UERIE AEC1 A AEC2 b 54 I 41 L, I e 2485 1 1Y
i sy TR 5 i M v FEE AR A2

N Wit b B2 90 /& 2 ReAH 40 B, ] DAEAR AN 15 R
K B BB A HLARPY s H Rl N SRR i i 4L 20 i i
BA RO R, AR T — 2 raf 5i™. Fut5iH
Ji AR /I B s 5 I 4 e Rt 6 400 B R ) 35 7% HH R R
B, 1 A A BRI R 4T 4E 41 B & (Chinese hamster lung
fibroblast line, CCL39) A1 fii ¥ -4 s M ¥ A il Dy 15 77
HRE Y. Z B DA AR X 22 0 DR O 4 B 1 4
R 2B 38 B RO B IR B OCH B, CCL39 A REHE 77 L))
A RE A DG BRI AR K DR - 0 WA AN & BT B, 24 4 it ik o 4
i 48 jf e < 2 FGF 10, il 6 28 i mT LUJR B i 0 8AIG
FI2R 38 B, HPSC SR IE i AEC2 AN 75 8 3 £F 2 20 Jifo 5t v]
DA B 3D il 2R, 31X Ut B v 28 2% B K B 5 24
0 A A PR 108230 B /0 BRI ) it e Js AR T 4
H AR R B MO T BREGCAE RS S
A (251 SO, AR Ak B /I B B8 98 2 I 4 )5
BB IAT o KA AL, AR B IR
W ThRE . IR ik, il v BRI T8 i — M 75 B P =
FRom o, H 2SR bR 4 i 5 TA) 78 o 40 R 4 5
UL SZ FE A M0 A5 PDGFRA BT 4 41 JY « H5 Bk 21 4 41
JH0 /N B s T 4 240 i 28 R M A R 4 B >,

AT/ AEC2 B 97 th T RB DY, LT AK
1 AEC2 A& F HiE H ANKiIEF L T 41 (human
induced pluripotent stem cells, HIPSC) >k i il AEC2 i
1T R H IR, NI N AEC2 7T BA 5 #E R &
R EE-3 (glycogen synthase kinase-3 beta, GSK-3/)
TGF- g M & £ & K 4 5 A 4 (bone morphogenetic
protein 4, BMP4) #1171 LA & Notch Fl FGF7 Fit f& — 2
B R AAEAR, H 7 BN ABEC2 4 & . R iz KE 7%
R R, B R R IEHEE A C (SPC™™) T N\ AEC2
H, RIS IPF B35 b R 4 M AF B0 % S R R
SPC 57 %5 W R Mk il 21 4k, T fif SPC A% 52
o] F B AR A0 T I F e ia o7 2 L 2™ H it
FUMH E A TR J7 6k, i 5 114 3208 NH, K I HA B3
LB/ B SPCTT ) 9 15 7 51 e NN R /N B SPC
R, 558 T — H A K SPC (SPC'”T) /N o 15 R
AN SPCT ) FIE I N, T BRI 1 S5 A5 A7 1
B, It — 5 FBUPF (K R, R4 SPC ] AEC2
o 5 FR TS PR ) o B A P A A OC I R R R AR
o ML RARIC /N R AEC2 H T i v Bk 1) 35 7
IS, JiT TR B ER) 3D 25 4] P 3 B 5 v RN R A 24 7 )
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P %% 1K (advanced glycosylation end product-specific
receptor, Ager’)~ /& £& [1 (podoplanin, Pdpn"). Hopx" [#]
AEC1 4 ff1, 4154 SPC' 1) AEC2 40 ™. &4 WF 7¢
JRI, /N B 25 T 24 RN ) R JEC 4 A L 0 W DA AR b
JoHE I 2 T TR e BE Bk, HF H A& B IR E B ae
77, B A 408 /N BRI T4, A4 % a6
I 28 PR 7 AR K SZ AR AN 48 i 26 T b e O

H T, X5 IPF 8797 2 B I PR PP A5 475 44 8 T 230 4 A
BY, H T RD N ST 5 1 A W 2 22 e, TR E A N
IPF 7 3E AT PR A0 & 14, BEAS T 2590 o s SR
BB SRR ) I v A g, l 0 B 97 7 AR ABC2, K 3L
BFR R, A T RE b IR IX Le RS . KA IR
BRI LB 5T AN e % T I A MBI 5T i v T 4 L i
DA JF A 45 A 200 i TR) A ELVE L, T B T e N SR
i Jii 2 95 1 R WL A B AL T URE KT & R AR 4EAL ST
(A S0P A AR A SRR AL T R AP AR A .

3 i

Il K b % - IPF BVR 97 5 8 = A R 7 3%, A
iR IT R BEE L LBt e, A R L 4R AL iz A i AR
(B TR A5 B AE SL 0 M B, B T3 B BAE IR IT U7
B R K SGE = 8 . AEC2 A A fili it T4 g, 76
AL IS A A v BT AR I, (E T R
BARR 2 FHLRE A fE T — P 7t . bk, d@ it
TG0 B A F AR P9 A 55 518 B 2 oA 7 =X, T
DL i) i 21 24 40 A 1% 3% 4 R0 38 5 A 440 M 7 35 T 050
R B2 i LA B A2 JE i 96 P A=, 3X 26 T7 V5 B R Il IR TPF
HRYT SRttt 7 —Fh K.

KA E RS L EL S B Y 3D 45 44 21 B SR A R
FEORRE I Dy Re, SRAA AR RE T B 40 i DA A IR
PR TE 5285 1R A 2w, vl /E A A%
HREMBERBA, 5B, RETEF
FIT RN TS B R AR . BB TS MERE
ST —E AR, I BLAE AR A 12 27 v 1) B A
BABFRIAT S BT, B RE 58 % Hb 5 1) i i 44
i Ty e A4 A 48 R %) A B AR L (2R 3 B A0 BIE AT
AN AT N B R B PR THRRIER A I T R
Ah, KA BRSO B R e RS T, 0T Xk
PR £F 4E AR AN A FH 25 A IR R I AE . SR, K s
HWAREVF 2 R IR 1%, — 2 0 A A 252 R, AN RE
RE N T =W T8 7R B PR 3 800
A ML A =R 5T R 73 1) R 1), T B 32 Jl 73 BELRS 17 2
A B AR 58 R N 2GS @ W A AR AU HE,
B A T AR ECM R 73 A A0 AR R, W R
Tl X 1 PR, U B AN A K SR SR S B ROR BRI
TR

Bl NATT6E il 25 28 B (IR FCIR N, NAR R IPF A
P B AR BE ML SR T RO RORERY, RIS B AR A 4
A Sl AR AE T 2 R R IE . R TE S AR 2
YA B A L B AR ORI A, (LB o AR M BOR A AR
YIS B I PR R A U R X R AL R R, PR
T A YA Il & 52 R0 AR A RO 2, I PR YR 9T R AR
BEIRAZE (1) 52 ) o

1B TIRR: 7o 89 00 STRI I STHRAS 3R 5 B DL 8 SCHI AR
R4 5 S0 5 5 7 2t X A ST SISk v e S B e
MR A1 5T A ST B B it BB LR R S R
SR AR HR D T A A A AR

FIEERSE: ARSI A EH 7 W TAR TR 2 R
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