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The roles and potential application perspectives of alveolar type |l epithelial cells in
idiopathic pulmonary fibrosis caused by air pollution
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[Abstract] Idiopathic pulmonary fibrosis (IPF)is a chronic pulmonary disease characterized by excessive deposition of extracellular
matrix and irreversible remodeling of lung tissue structure. Inhalation exposure to air pollution can increase the risk of IPF. The lung
structure is complex, and a variety of cells participate in the process of pulmonary fibrosis, while the injury and dysfunction of alveolar
type Il epithelial cells (AT2) play a central role in the pathogenesis of IPF. This article summarizes the air pollutants related to IPF,
focuses on the role and common mechanism of AT2 cells in the occurrence and development of IPF, analyzes the possibility of AT2
cells as a diagnostic biomarker and intervention target of IPF, to provide clues for air pollution prevention and population health risk
assessment.
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tracellular matrix, ECM ) TR K AS 1] 33 (1) ili 2 g

Wi, HETI S B0 i I IR 2T IPF B 22,12
W B RS A A 58 R 2.5~3.5 4 TPF R A
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Y — 30 [l Ao 5 B, I R i T2 U5 gL Al
B IEINIPE /Y & AU . R R T A K
o RS Jii 0 b Rt P | A M T R T A
05 AR B Je s B0 A o 1 78 1 f7 40 g Calveolar
type Il epithelial cells, AT2) D[S , X f& IPF 2%
) SRl R IR AT2 G 76 25 K75 ek
IPF % A J e v AR FTRRBILAR , AT Ry s 00 Y35 1P
RV A TR A B 007 408 4% o Rf 4 it 42 A A4 47
S 8

1 =TETLE5IPFRHERRKE

L1 ZABAT EY

238 UKL G B 2 42 BRE B7 1 v B 22 0 3A
BERER . KBRS R3S s TPF 1) & 5
i FE . F Ak A (nitrogen dioxide, NO,) Fll B 4
(ozone, Os) J2& UK P (1) 22 1, E 2R IR T 4838
15 4%, NOL R BE RS 10 wg/m’, IPF 1Y 2 95 3638 i
7.93% ;)45 HRTRT A KB 0, 5 IPF A& M5 (1 AH G
RO, {2 IPF 2N s S ALARL (sulfur di-
oxide, SO,) F1Z ¥ 3542 (polycyclic aromatic hydrocar-
bons , PAHs ) & LI RIS YLy , 255 5 K AR 110
TR Z . IR B, SO M8 1 2 5 T B0/ B £F 4
Ak, M 2K [a] € (benzo [ a ] pyrene, BaP) 1 SO, Bk &
Tk i AT SR SO MR A ARALAIN ", PR 2 SR ) A2
IPF (S fil A R o e Ah, o B 56 R [ Y BA
FIWTFE R, J i R s T a5 SUBURLY 5 TPF il D g
P TR
12 Fmm%

B M 25 02 2 N S e, BN IA O 2 T 3L
IPF AFERE R AT 2 WIF T R T, 2 i A8
ZEWE AR S A TPF A XURS: 12 T AN AR, S i
1 XU B o W 5 TP JB) A7 78 5 5 S 1 0%
FR e R R R R I TR TPF 1 A8 XL
Kol RIMEEROH Z 4RI | 8 RIS 1
R TPF K py B2 AR R R 5 AR 3 A
LU, WA S e AR RIS AR 1 TP, A7 WA S 1Y TPF
SRFEAR IR R IPF R E L A
2, AL IPF XU 245 A, AR T RE R
A AR S8 TPF XUBS 2314 0 1.4 485, X AR5 AR A
BB R A O
1.3 I E A TS

R 5% i J2 WP W 28 48 95 i 0 4H Y T 22 5T ik
o K MR 2RI I 27 25 (ATS/ERS) £
A — 0y A B S WA T AR e 2 2 1 n 1

AGPEEIR 2R GEpi () A, o TPF B AHEVA R 53
{H (population attributable fraction, PAF) BT 10%
(h26%) . %K H 11 F5E (R 1229 B IPF %
1) 8 PAF 347 A B, — SR 3%, K42 4%, 4
J& #3424 8% , VGDF (ZEIR K B4 IS5 ) A
269" . —IJ0k [ IPF {Y Ol AR A I PR 2R 14
%) BEWTFE K B, T WA 42 TPF XU 0 1,448
AR L6 £
1.4 EAMAY TR

2SR IR R, B S BUIT T AL
R A A, S P IGE R R 5 IPF &
Az Z B Y T4 O 2R v R S8 A E L (HOR F 5B RTRY ™
E%@ ﬂ? ﬂ&%%?ﬂ:ﬁﬂ(ﬁﬁ (severe acute respirato-
ry syndrome coronavirus, SARS-CoV ) Fll H1 7= W W 25
BAEREIR I EE (middle east respiratory syndrome coro-
navirus , MERS-CoV) [ {IE 4§ 3¢ B |, 5 R 7 SR e A7
TES+H RO AEAL i AE " o T P4F, SARS-CoV
2 EAERKIAT, BE 2022 4F 5 H B BiTHi2iHE
id 5.2 /¢ COVID - 19 (corona virus disease 2019) ¥
. SARS-CoV-2 5 JEHi 1 SARS-CoV H 79% 197
A [) 5P, PRIt ] R 2 Y 2 AL A ™ i 61 i 27
YA 5 5, SARS-CoV-2 i 8B Y ] -5 31%
) COVID-19 Jg% 4L 2 1 B 21 9 0 7 38 25 & Ak
(acute respiratory distress syndrome, ARDS) "', 1fij iili
LFYEALIE ARDS LAY I ACAE o ™ EUE EL Y CO-
VID-19 95 5 FE 52 g 35 v, 29 =43 2 — [ i3 CT 49
Tl R I 4RI . XF COVID-19 fEBE 34 1
BE 2 H IR BIRTER CT 2087, A B2 5299 j kons
WM Z 2 4efe ™ o i T SARS-CoV -2 AT i 5]
K WA RIR B NE |, AT SARS-CoV -2
JE I U T HEA S T E L 238 W N A R B 1Y)
PR AT AH (B IZ GTE . Ak, SR —
il Meta 73 A48 H | — 26955 5 B ] 525 1 h IPF (1)
KUK (OR:3.48,95%Cl1: 1.61~7.52) , £3.3& . 41 L 955
5 AR T RS 8 4

2 AT SIPFRIAELRRE

TEIEF i, Bl 1 7Y (alveolar type 1 epithelial
cell, AT1) 41 35 37 959% HUNA A 7, 55 Sl
LN A 0L 1] P A s Tt 1 28 (AT2) 240 M
LA 0 T 1A 5, AT AR SR T o ) LA
W, I AL 40 1 A /5 F I T 4%, BES A S8
RS AR S R b P2 A AT AN > 78
IPF filipr , AT2 40 J A7 7612 H SR RE 3 32 40, W A
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40K Y (particular matter 2.5, PM,s) {5 4555 |
AU % N (endoplasmic reticulum , ER ) IV 8 3t
K4 A L RVEH, e S BAT2 4TS IE A 358
S R AR, A E TPF A & AR R, I
Hh, 24 AT2 40 i D RE R A B, AN g ™= A R A% 1 2% 1
TR, v Bz 40 e o DRI ATUA 5 o 18 v o
Ak VA L X 2 TR - B AR AR T & AT2 v
MR LFYEAT S, LA LA AT2 40053 f oy AT1, BEL
it PR S R B R B 2
2.1 IPF&3h#A

&R NTE (st A% ) FANE CUgk s 75 10 06 25
A S5 YA ) PR R, 2377 AE e 555 1 AT2 248 i
HE, e 1 AT2 4 i 52 21 B 52 B2 e 1™
FITHRERERS . 4 AT AT2 4425 5 32 B 5%
PR AR F T8 497 , (F R T AT2 40 i D) Rl e A 45 A2
U AT MELME S, R T AE TPF r k2 B o 2 0 £
FHo A IHIEZS B PM.s BB S 24 RIR -G W), A4 —
SO G Jm A ALY S IR N A R R T
AT2 00, BCAT2 40 P8 T8 % AR ER W, e
Gb W A B SARS-CoV -2 o 75 JHURL 7 S 76 55 Bt B 1
DURR, Bl 9 J ) il 2 5 2 COVID- 19 S8 35 i v
JUEE LR AR A A E R Bk R
T #2 1i# 2 (angiotensin converting enzyme 2, ACE2) Fll
15 J55 22 53 % 25 11 1§l 2 (transmembrane serine protease
2, TMPRSS2) 37 /A& SARS-CoV -2 FyH i 1 A% B
20 RNA I/ (single cell RNA sequence,scRNAseq)
Bon HA — /N4 AT2 40 M (19% ~3% ) A i) 5]
ACE2, fHAE il 4732 AT2 41 32 ZE 335 ACE2 Fl
TMPRSS2™", Jf H.%& B AT2 4l ffd 1 1) ACE2 23K it
AR TR TIT A I 3T RE R 8 A R 4 B ek g
SARS-CoV-2 B H Z RN ™ o 75 AT2 4l g A G 2]
SARS-CoV-2 4T Jit, UESE T AT2 41 Jifg ffy 5 AT 4 Ja&
getl, SERTHII RS R, 2003 4E Y SARS-CoV 5
JEYL AT2 AU ARARAS RS AT A0, % AT 40 AR S
VA5 TR TR 0 R FU S AE SV T, T
I R  SARS-CoV-2 5 Z 2B, AT2 41
HEALLSP-OLS et g ™ AR X SARS-CoV Fli B (1
WFFE , AT2 20 T DA 2 B85 i sl e Ko
L, i3 73 U 22 b R A AR A R AL R R 4 5
IS 6 922 200 i, e 24 5 B0 i 1 2 T O A 7
R AAEMMLIA LI AT A2
2.2 IPF# &

THREJC W) AT2 4R n] 5 | K 55 S 2 20, 1)
2 EL GG 200 18] 1) ER IE , B P AR ) A 458 0 =

AT LA SR FE B 5k o il B 4 A S 20
Jili 76 5 W 40 fifd (alveolar macrophages , AMs ) , £, 45 20
2 8RBt 760 5 0 241 B (tissue-resident alveolar macro-
phages, TR - AMs) | 42 41 B 775 A il o 5 0 20
(monocyte-derived alveolar macrophages , Mo-AMs) L)
K 0] 5t F2 W5 40 Y (interstitial macrophages , IMs) o fJf
FER B, Mo-AMs 18 K (e #E473 B S, 75 TPF 54k
FEAEIA B TR e A A1 I B 2 8 g il 3t
bR B2 5 Mo- AMs U M1 AF 7RI & , AT2 4Hi g 73
WA MCP-1 A LU 3 Mo- AMs 7 i P9 1) 55 42 il ik
Wio RN AMERIUER] T AT2 40l MCP-1/CCL2 433
TN 7 AEA b B B M, FFHIESE T Mo-AMs Y2 £F
AEALVER o 2 AR R AR i | B LR AT
T4 B B Mo-AMs , 115 R 5 caspase 8 (2240
531k Mo-AMs bz HEELA ) , & B Mo-AMs 1A
J&TR-AMs 2l AEfb 2 JRBT L FF 1, 25 1, Mo
-AMs #5548 3 iti v DA vy 26 245495 , 1T AT2 240 1Y)
PRI T Mo-AMs 7T P4 1) S5 45 FIS -

2.3 IPF 444k

JICET 24 40 6 2H AT A 1 TR e o 4 e, oA O
DB/ W ECM, 7F IPF () & it & v, 16 Ak 1 il
LT YA N o WA 2T AE AL A o A SR £ AL R, 5
F ECM 1Yk B 7 A R ) LB EF 4E 4R i o0k . 5
FET LA AR LE , WUBCET 4 240 i 77 32 i L0 2L P A7
A RIS, A0 T 2 1 ECM Y, HETIA AT i Ui ik
&, SO AT2 555 162 AT2 i D) RERR GG, 25
] O 9 A S A S RO i (R £ 4 PR 1, U
2T Y L 1) UL BT 4R A0 A 53T A ECM ORR, #4518
5255 S BURIRIE BRI 4548 52 22 Ve AT 5
& A P BRI REZEFL AN B 1Y il 2F 4E 1k
FAI,

25 b, AT2 A0 RE B IS C O A4 IPF 76 7
AR TR M S o s ) B B R . AT2 AR R 5 B
S0 TET VT A 01 R 45 At e R 285 1 s 240 e, 5 oAt e
i it 400 e ) A B o O 4, LI RS S 2 T
KPR . TESMEIGE R R SR , DIRER A
B9 AT2 20 i 2 30t 5 09 40 5 Rk, A04% ER W
FRERAE, I 5 Gy 40 Hi A0 ) 7 o 240 e =[] S o 3
T AN LT 4k,

3 AT SHNERTREMAHELTENE
EH

AN O T LR LT HEAL 3R = TPF &
AL TP A RS . AN SS PV, s B 75 25 4
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D3 AT2 2000, 5 1R A I, JECHS P4 %A (reac-
tive oxygen species, ROS) j7 A , i [fii 1] RE 2 0 45 F i
2R Ak R - % A A < 1B (transforming growth
factor -B, TGF-B) FHLE " BR T 2L A AL R
BLHISE , Dy RE R AT AT2 4H 4 v B S0P &
AR LT AT
3.1 k-8 Jt # 4K (epithelial -mesenchymal trans-
formation, EMT)

EMT 2 8 2 WY ad fe , SR By b Bz gk
25 2171 - 40 PR B AR T S - B JEE AR 1 ) R A, O ARG
T ARZRH A ECM B ) SEFURFAE™ . EMT
C AN IPF 2R 4L 0 B DL R 2 — o TPF (8%
IS 25 2R ) B P S T s 2 B T ) 2 b e A 7S
FRAAFAE , R W] EMT {6 BR o 5 IR 5 AT2 40 g Af]
FE, M TP A8 fii 87 B ) ATT2 240k 1 B e K
SF- 19 18] 78 5B 7 A0 o-F- i ILAL B0 2R 1 (alpha-
smooth muscle actin, a-SMA )“*', 3245 1) AT2 41 fifg n]
FIE A BCZT 205 240 B/ LT 2 248 B oA 1, 7/ B2
HEAASE R P B 1% R GB ER SR R W], SR ) SE bR
YA HA ORI — S g 4L T2
BN 2 EMT 375 51, P, TGF-Bo die i G 1Y
T YRGS BRI, R AT2 4R TGE-
B, WETI 55 AT2 20 il 4R 75 1] 72 5 4 A B, 17
TGF-B/K VI , AT Ul EMT M JiF A gon ) i
Hb, RMEAL B W AT 200 AT2 40 i EMT 33 72
PM., s %% % 18 i F 3654 4 Wl A 25 1 3 (methyltransfer-
ase like protein 3, METTL3) 4\ 5 ) N6- F 3 [l N 04
(N6-methyladenosine , m°A ) & 1fi fisl &z BEAS-2B 41l fifl
(1 EMT - 20 U 4R AT
3.2 R

IPF J&— P AR A DG 0% , 85% I ;A 1E &
UCSWIAE I >T70 % o 222l A BRI AR R K
TR, , 5 AF W8 AH DG 1Y 3 2 2R 2 T BUI R TE 1 4)
503 R0 T R 3 224 698 S2ORE , AT 75 | A 20 6 45
BE S, A& FEOUT, I 5 IPF R RN )
BRI 5o BR T IR R 2800 WO ke A
AT O AT IR S I A G R
PEINHIT B 2 , I P RE- S 250 AT2 40l 1A= A2 45 A0
B, AL INGE IPF B HER , 8 22 4R A
A 5y 52 A0 AR A AR TPF I XU, I AT RE B
IPF IS R R

AT2 2 i 52 38 BA O 2 TPF F 32 20 BRARR
JUAEAE ) 0 ST 240 A -t W58 31 3 L (B Sl s Y
Hh e B AT2 20 i 5 5, T A 2 8] 58 Jo0 200 L 1) 5

& A S B LA KR 5 IE R g 48U
LW, IPF JifiZH 23 AT2 4f i 5 AR CAn i (A pl6) iy
KT o PRI S, 7E AR 2R DX
AT2 A TE LA AR Sl B 2 W s . shi e
£ it S 56 & B, AR AR 25 0T LA A SIRT1/ [ AR
RIS T AT2 AR, JETT 75 Il £ 4 Ak
B SR R RN YR W I — RPN B R S
1%, S 4 R 5 | I A I E W R 2 — . Poveda-
no %5 B R R AT2 41 A b by B B 45 A R 1
(telomeric repeat binding factor 1, TRF1) , A] 5] {2 /)
ST st s DI BE A, 53 20375 5 DNA #5145 70 L 4
p21/p53, 51 K /INRUTEF AL o S8R S RN T8 i) i
S Jo 45 o AR T BBV R T B2 40 AT Al
DNA 5145 27 o $35722 4 DNA 450453 1 38005 2086 F2 i
FECEH , AL4E NF-«B ., p53 Al PI3K/AKT i #% 1 38
T MRS RIEE AW, B
AH 5 43 1h 32 7 (senescence associated secretory phe-
notype, SASP) . %EE 19 AT2 4L B SASP A, U
TGF-B IL-6 %5 , 5 5 Jifi Jilg 2T 24 41 g 2 448 7 A3k
1k, FEOL IR R ECM BT RS =20
BCET Ak 20 MO AT2 20 B TT 58 53006t SASP, {H AL T
FUA AT2 4451 SASP S0 T T 4 1 e
X AT BESETE B AT2 5 TPF (S E RN, B
ff R T IPF R L TH = 1 SR I AR 3 1A
W5 KB, 2502, 1-a] € (naphtho[2, 1-a] pyrene,
N21aP, —FH N Z T KE) , T LAAE AT2 41 it b gk
€42 P450 1A1(CYPTA D) AR IS AL A B0 A
WP N21aP- & 1, JE U DNA &9, 5158
AT2 21 DNA #5345 2510 A A= AR B 2, 3 10 AT2
R RE K i SASP IR, 5 RS AT2 4 - 41 4 4
I ) S R TR, 35 BT 4 00 e ) JUL S 2T 4 40 e
FEFTECM UURR, e 2 30 RUI D) B8 T B R i 2T 4
TEIE I
33 EREi#%

ER ZE S 54 O RS R O T S
PR e FLEAT BT A o A 0] S e AR SO T Y
PR 2 A0 AT BE A AR 3T & 10 8 (1 BU7E ER AR R
MER B VR X ER A SN, A2 0 B —
AR M A 3T & & H W (unfolded protein reaction,
UPR) {55 Gk I 0™ . UPR A Bh T2 (A AL
P18 FFEAR , AN UPR ANREIUER ER 1T, w23 il
KT . ER W IOR UPR SV 8 i3 AT2 41 i
JHT- EMT 45 IPF A5 . A H 0 25 Fn ki 49 T
51 AT2 20 it S Ak 452475 A1 ER 738, 2510 5 3 AT2
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4 JfL 8 T, X A BB 2 38 4 p- ERK-elF2a- ATF4 -
CHOP 3 455, 75 £ AL Xy o] UL AT2 20
MIPAT AR B TR RGNS, AT2 A=A KR
AT 1 1, TR b xof 11 T e S AR i e, SR T v
PESE (2248 25 ad ER W 35 A0 T Xt
IPF & A ek L

W EMT FER R #O= AT2 40 SCIPF 15 I
PUH, BRI SR AR AR B A R VR (AT E 2
HE EATT A IS H R AR, T 2AH B4 F LA
RVETPF A & (B 1) . ER RIS UPR S-2UE
LT R A3E p21 Flps3, TS AL 40 5
IR & SASP M. TGF-BJ&HE 21 SASP
¥, W EMT S K 1, TGF-BYE AT2 4 il 5] &
EMT, Hy B b i il L 1z 20 4R A5 18] 78 3 FiE &
REOESS, = LR VR AR 2 IPF 1 & R o

4 $0[E) AT2 {HRETE IPF T Bh B iar R RY R FARi =
4.1 1PF#r 24 &40

IPF A HERGIS WA 2 — B T A A AR
FIRTZ BT IPF B R, SR i TAF AR Ot , 3

Atmospheric

Smoking Virus
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WA, ER CT 2% H A2 Wiy ik (04 it
CTMELA S H AT AL I BR5 X 53 o LS A= P 7
WL TG , 32 312 O3 IPF M REE LG 2E 4
PR BT IPF %02 Wt W7 TPF 7™ B R 73
X 2581347 109 SO LA KR I R IR 56 1 R
FEREIEAT 40 )2 DB e 5 00 4 13597 I X iFoe R
BH , AT B2 B AT2 41 ) fiE B A5 1) T VA Ah R i e S
(krebs von den lungen-6, KL-6) Fll & [ i% £ H D
(surfactant D, SP-D) ZE32 Wi IPF 24 (8 14 oo
156 A8 FH 1ML 3% KL-6 . SP-D Fl'H 7 2 1 (osteopontin,
OPN) W] 4 /51 X 43 IPF fE 35 Ik IPF [) Jo i it £
FIL Wi AR PE . KL-6 f1SP-D B 16 H AP T
IPF 281, R0, B AT IPF M5 4 Drbr &4 B I
PRI, FEATS SR AT B, AT 7 22 il R 8 960 31F A b 7
Yy BB AR S, DA TPF R4 T 2 K7 T
8 T2, 8 8 B KA IT RO D 2 AN B R
7, BB FORS AL BIATT o
4.2 IPF ¥e@)ig J7 Fo T30

MHT, IPF AR —FOR TG A e , Je ik e A
ANk JE B2 5 WL IPFI6YT 2454, Al DA% IPF 1Y

oxidative

21/p53

l DNA damage l

SASP gene \ o
regulation SASPs

TGF-B.IL-6,

i i \_/ Fibroblast

SASPs
TGF-B

2305 Y (AT RN ZS SR Soms 2855 ) 51 AT2 21 AR 0 3 i, b 49 ROS 3800 ER W, — 181, ER B86E i p-ERK-elF2a-
ATF4-CHOP 8 f A3 AT2 A0 1= p-ERK AT LABETR K elF2o i & P T 155, AT ATF4 (R IR . ATF4 /5 —Fhe s X+, e ik
CHOP %53, CHOP il ad FVAHTIH T8 (Aol LI T AN FARME T, S5 —J7 0, ER N 0T LIS UPR S MiJAH (R 25 R W T, 0
3 p21 F1p53, 5 AR A0 58 H BB it SASP R -F 41 TGF-B25 , il i 2 4 41 A 1) WU 4 40 i 4 AL R ECM TR, 64N, TGF-B /& EMT /5
FH T TGF-BIE AT2 i ig P51 & EMT I REICK it ECM, S EUi T e T B A IPF &4

1 5IPFEEHEXNEREYFITE

Figure 1 Common biological processes associated with IPF
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WAL I E AR A, (H A BESE Rl iR H
FEAEMT 32 A1, LR JE BRiE i T ROCHERY) TCF-B4%
R0 7 A FIREIIC , I S AR, JE T8 SR AT 2 1L A8 Y
H: K [T (vascular endothelial growth factor, VEGF)
Al IR AT A AR 52 K (platelet-derived growth
factor receptors, PDGF-R) 3 il 5] , 1 PR b 245 4 2
AT IPE A A DG 7  (HIAAAAE— AN R,
WIE AT 324 FEA P AT2 4R B 45 /2 TPF (1Y
CHE A, BE DN IAGE 2 1) A 52 2 AR E AR T B0
TRZ R4tk te, BATHCY 1R i AR AR
R TEIr TR, BR T &I JE ik Je A Fntk R
JEERAN | R B2 (0 ST RV TE 4330 SRR T R T
I RIS PSSR R . AT2 4 TEE S TPF G5
B 2 — , L TPF VB Ay T FRE A5, i SEif
BT 2 245 W) 2 3K VD JE A B2 2 (dasatinib and
quercetin, DQ) , BATHC & HIREAE R B R 5 T
/I BRI 2T A AT v AT RO R S S 1 AT2 411 O
O I TIRE . B IRAE IPF BB (n=14)  HEAT I
DQ i R B, i &y 7 e 4y, JF Bl L
23 IPF B85 1 SHABLEE , A A R FE I E
TEAE AT A2, ST IPF ARG AT2 2 i 4K
B BRI AT2 400 ] 6 22 B 1 il 2l 2348
5, T AU AR ] T0RYT IPF R 8 7k,
T [ 44 1) AT2 20 B RS JIC Y SASP IR (P2 BH
W IPF A 45005 1 o — Ml A7 o stk , S
B OEINRBIPF & il b B 3K Sl i it £ e A 5 L (5.
HI T HLT 9 R S8 R TE A, PR BT XS AT2 4 3R 7
T A AR A A R BT S B 1 1 | R R 5 AR 2
%5 1 3R AT SRR Y T

5 BEMRERE

IPF J&—FP L) ECM ik BE TRt 2 2 2544 o ¥
SRR A I PR , A A TS 25 o OB 1 S
HRSZ R SIS YN IPE Z (B R S R o AR SC ik
T AT2 i A R 2 A R A A =S RS e B
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