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Abstract; Pharmacological treatment of bladder cancer (BC) , including
intravesical chemotherapy, systemic chemotherapy, chemoradiotherapy,
and immunotherapy, still faces major challenges such as high recurrence
rates, drug resistance, and treatment — related toxicities. As an important
adaptive response under therapeutic stress, autophagy exerts a dual role
in BC; it may cooperate with apoptosis and other pathways to mediate
tumor cell death, or function as protective autophagy to promote cell
survival and drive drug resistance. Therefore, strategies aimed at
inducing lethal autophagy or inhibiting therapy — induced protective
blockade have

approaches to optimize treatment response.

autophagy/autophagic  flux emerged as potential
Active components and
compound formulas of traditional Chinese medicine can modulate
autophagy through signaling pathways such as AMP — activated protein
kinase/mechanistic target of rapamycin ( AMPK/mTOR ), and have
shown potential to suppress tumor growth, enhance therapeutic
sensitivity , and reduce toxicity. However, current evidence is still largely
limited to in witro and animal studies, criteria for autophagic flux

evaluation remain inconsistent, and systematic studies on pharmacokinetics/
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pharmacodynamics ( PK/PD), drug — drug interactions, and safety are lacking. Based on a systematic review of

previous basic and preclinical studies, this article focuses on the representative molecular mechanisms by which active

components and compound formulas of traditional Chinese medicine regulate autophagy, as well as their potential

benefits and major limitations in the pharmacological treatment of BC, and further proposes possible directions for

subsequent combination therapy and optimization of therapeutic strategies from the perspective of clinical pharmacology.
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[ (bladder cancer, BC) J& 42 ER 2+ K UL
PEMRE BN , 7558 [ 5 1o UL B e g ob HE 55 i o
WITIG 5 F MARAEAE RN 4.8% 1 B R i 2572
M E KA S A B i) E 2R, pFoE R
H,2019 45 v 88 0E B 3 b BC R R ds, HB
PE R 3 20 0 Lo M O R R 0 R T A
27, HAEGAENLZ 2 1 2% BC (non - muscle -
invasive bladder cancer, NMIBC) ) 2 [ 18 52 bt i Jed 1)
R AT A 55 D6 E 196 7 o Rl SR W i L) iR i
BC ( muscle — invasive bladder cancer, MIBC) M #6521k
B Z RS HIT 80T A R IR T S L AR YT
T %8RBT T BT S0 , (B 245 1 7 &4
5T R B SEATS s 5 Wi 1 9 A A7 5 AR 3 o B 1 O SR L
B, DRI, 46t 25 ) R | S % Bl 300 7 T 24 S R 1Y)
TEMEATIA BRI R 3K o

2 0 19 W 20 B TR AR 1 dE R R R S
PSR S AR, 7ERMRE 25 W06 7 Hh S BB i) XURE
ROREH S T T, I T R T A AR T K
(e 4 F , A ek 8 400 L i A6 18 Wk A G SR T, AT 48 it
BIFADIVER s 53— 07 8, 697 W T i S AR 3 v
B S8 Il WACE SR IR G2 ik SR A S I SR R A TR
( deoxyribonucleic acid, DNA) #1447 , &K 25 W) 22 1k I
HEPRE AN A HE TS 25 54 % . H, B
BN A 2 3 BB 7 LI — 20 il fir 15— R4 R 0 6
SRR TP A, LR IR G VA T B R T 24 4 BV TE
AL/ Y R

W 2576 BC [ T AR 0 0 8 B8 &2k By DA B
JEAS T i A v M B 5 AR G S5 O T A — 8
AR R A, 22 iy 20 R AR T 1
WEAHOC R 28 424t 7 AT RE . SR, A WHIE IR 2 90
—, BLHIBESE 5 i PR 245 B2 PE A (25850 46 b L 3
MGG 2503 ) 2/ 25 A B S e 4 e
DD ATIFHRIA L o BT, A ST PR Y7 5 lim K 24
PP R, RGBT AWEAE BC 259557 g1k
FHOLH, =20 T v 2536 el 5 52 07 45 B R i 32
WS AP, I8 T Hlh PREL b S ) 5 A5
FEAE, DU AR & B2 SR GRY T RIS S 2%

1 AR B MR HI R B R )i

AN B W 2 A0 T R AR R B 2 AR
(oxidative stress, 08) MW ROHAFZE1F T | il HEA
e e I S 20 L PN 2 50 28 1 5055 200 M gk 00 3 17 PR o
HAZ OB S TR A NS S RE R . D0 i
SERRT B A WSS B 5 B T R B WA A S T
A A LSRRl o et R A 1 O R
2 5, 40 Beclin — 1 & 4 ( Beclin =1 protein,
Beclin —1) & H W AH 5 %& [H ( autophagy — related gene,
ATG) K25 AW S I, A ARG B 1 32
4% 3 (microtubule — associated protein 1 light chain 3,1.C3)
i LC3TR (LC3 - 1) 22 fi fb & M 4% 1k v LC3 T A
(LC3 =D FE AL T B WM, &5 HT0 B AR bR
RS WEZ IR p62(p62 protein , p62) /BT /IMA
HE AR R A WEZ I, ol 52 ZAUKY) M 1C3
G54 TR AR R P i #E, DL T S A
JRPIEBRIRAS . R A O L LC3 - IVLE3 - 1
FUAEL \p62 7K % Beclin — 1 A 5EEhy HAHSC 25807
(pharmacodynamics , PD) WEHE bR, HILASRZR 25 W) /2 15 5
i) A W AR SRR A B e E b S mI A5

FEFE Y A WAk I T A W X — Sh S HEE, Bl
I M F80 2 B gk 1) o 1A o B —FR AR (Y
LC3 - [Tt ) Jok X 73 2 F Wi 3l 5 0 0d I B A 2
BH. PRI, 2505 G 2488 (A0 LC3 5 p62) FH-45 5 H W
L 6 I SR 0 e A 41 o) 592 6 O 25 2 A/ ) PAB
L RE T2 IO B R 7 PR TR A = 1 Pus
PRI T T I A, I 0 e 0 R R 1 AL AR
P/ 3L 3l ) 7R A R #E A 1 (AMP - activated
protein kinase/mechanistic target of rapamycin, AMPK/
mTOR) | W g Bt UL 3 — /25 H 3 B/mTOR
( phosphoinositide 3 - kinase/protein kinase B/mTOR,
PI3K/Akt/mTOR) LA K2 il & | R 2015 55, JF LA
TEIY A MRS PR AE Dy PD A BR A, A7 B T 58 v i
B WRTES T AL R 245 SIS 25 TR B o
2 HREBEWTE BCIRTT MM P EMF R
2.1 BREEMNEARNEREYETA
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HIRE A 5 W G R W BC 40 M R AR AT
N IR RR ST B E 2= . H— TEE
FRRZ RE S YNGST T S R 2 2 AR
BRI 55 IS [l e, g s A 3 102 B8 7, DTG 4
HA7 &R, o, Ay b a5k
(‘epithelial — mesenchymal transition, EMT) J ifiJ& {2 78
TR BAFAE S SO S R AR A B b,
T A T A0 R A R O I B, A R R 2R
Tt B2 W 7R T R 1) 5553 e 988 200 1 ) 3 % 5 o R TP i
AEJ . H =, AW S5 T IRFEAEFE 1255 41 i fiy 12 18
PEAFTERU RS G, B W B T BE A S 4 T A PR 4 1k 22
i, AT RETEREE B 251 #e 10) A AR DG 40 i AL T
IS T

2.2 Rt BN ST AR R

1E BC 2591697 5CHIGIT B, 1697 BOEE T 1Y
IV B W R T 25 T8 i) AL 2 A
FERTAEAEG A - 250/ Fa S I BT (51 R g i e A L OS
5 DNA #5i35) 250 A W aias 2 B (s IROF5E h 2
RINORYE B V) AMEAE T B AR &, A T3
WRTTHUSRYE I S2 52 & . IR
M R X R AU FEREELA” , T Al fE
FEDEST A SR BT T A . YR B R L
S A B R S BB T R (R v A
B/ BERRERAT ) A G2 53 R 200 9% 8 1, DA T 42
A AT IR OO T Y A D ROV s R,
TERRE 26 PF T F Wi 1) 40 M 21, 1 H ) B s vl
REHI 55367 R0
3 BCHXEHRESHEENAYR THGE
3.1 AMPK/mTOR j#%

AMPK/mTOR i #% /2 fE it B 5 A W R 3 i 5%
FEFFOC, AMPK 33 5 38 i 0 ) mTOR & & 14 1
(' mechanistic target of rapamycin complex 1, mTORC1)
SRR ISR X W 1% D 8 200 6 17 9 8 5y I [ i 5
PRIHE R S 7 BC IR YT M S RIS 2 g
AT AR T RE 52 e I8 40 J X ke A Fe) i 52 1
{EL, PRt mTOR AH 5T FUBE A 4% A e AR IR &
1677 BV AL SRS
3.2 PIBK/Akt/mTOR j# %

PI3K/Akt/mTOR i JgVE AL MAEAEF S MY, 5
AN IS FE I T SR T AR PUE VI AR O, L i
ACAEAE AL 1 A0 A0 5 V) 4 400 ) 19 W, 7t e 410 i )
P REAR R WA 1 I A2 240 B 5 ) 5 DR okt i % B 2
Tt 24598 B P o S %, oy B W 45 S R R T R
AR T ATRVE RSO R

3.3 B E/c - Jun N i# 3 #§ ( reactive oxygen
species/c — Jun N — terminal kinase , ROS/JNK ) i&E &

ROS/JNK i % /2 I 3 £ 5 1% 5 1 T 2238 i, OS
JRP-55 INK 30 T 4 3l A W 3 9F -5 9 T DNA 5]
i 52 s A X0 20 L AR BB 58 - 3
I AT BE AR PR B W TS e L 380 T R 3 4
HFETESS IR, S 1200 I 7 24 W) 18 R, rh R 20
iR RS R e ce AR
3.4 HMtES@EEK

Wnt/B — &3 & H ( Wnt/beta — catenin, Wnt/B —
catenin) i % 5 9 T PE4ERF  EMT f2 42 2855 88 A1
1 IRAT s A L PR, TR R R S0
7 HEHT ; BT kB (nuclear factor kappa — B,NF —B) **
55 Janus ¥ W/ 05 5 5 T 5 B s O B (Janus
kinase/ signal transducer and activator of transcription,
TAKY/STAT) J8. B = 00 e 5 46 12 1 40 B F £
ST, D] Reid i PR A S S S R
T , WAl BEAEIRY T I T AR HE M 52 55 52 K XU o

M EIRBFFERT DL 3% 2645538 #% -5 259 S L FY
KR F BRI EA LR85 1 R 20 A5 T O T
B IS A I A S AR T BB AR RE Sy TR AL
L AT R R TR 2 A RO B
4 HEHEBCHMIGKEARARERKRHEX

T Z54E BC YR YT H EEAE N B 5 U R YT,
T AR LA J5 i - (ONMIBC A Ji5 52 2 1 B 5 98 IR
BRI, O I IV HE T VA T 0 B I SRR AR A v T
SAEIFIELE S s @QMIBC [l T A K s A7 400 g 494
5 A B R B, it T R A X A 2K L G A U R
IR 1T 52 PR R AE s @ s e # 1: BC 1Y
SCRARIT SRAGIR YT, M AEAR Pl 38 A 16 o 32 T
GIENEY N2

NI PR 2 BE A7 R, h R 2R B IR T AR AE 3
7T P TE AR SR 11 - OBk = B 1) 75— R
F AL, LAl A 2540 8) J) 2 ( pharmacokinetics,
PK)/PD $545: (@ A W& VE R AER PD 32 1 R A
RZHm RBIEFE , ME LI UL UE 38 5 i R 25 )Ry ®
YA EAE I S 2t IR A 2 . 8T BC A
AT REXT I D RE B8 O L B SR P AR N B
V7, S USCAE H P 24Tk T I B 5 0 T T ot R
N EN SN 1R 90 &k EP S 1 TN N 3 T e
B RETE I h 5T A H WEAE A bR S W IR R A
PD 2855 JF T eIk & H1 25 19 PK/PD 54 4 A,
T AT B R Y G BT 25 TSR B
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5 WEEMMS 5 EFEEMNREEETT BC K1
KRR

AR, th B 25X BC Hp B R R4 T 3
By 3 FIE A, BNF S/ Hy o A W BEIY S 8w, DL
XF EWE — PR TS SR . DN E DB A
WG Tl A ADCHIE A TIA AN S 4
5.1 FSEEE A
5.1.1 HZiEERS SR

) — AL 3825 2 4 (homogeneous Polyporus polysac-
charide , HPP) w1 3 izt 5 15 g i A 55 75 BC 4a i
M, LUO %51 #y g MB49 i R 41 il 5 RAW264. 7
A B 9 S 7 L8 MR B, 2R
200 pg - mL~" HPP J-7ji 24 h J5, MB49 41 il 1% /1 M
5-C K -2 - BE R (5 - ethynyl - 27 -
deoxyuridine , EAU) FHPELA I Fb 1] 34 1825 T B, 22 5% 2
AT (P <0.01, P <0.001), Ll W52
75 HPP 3% 19 Beclin — 1 3k % LC3 - 11/ 1 1
{H, I T8 p62 ik (P <0.01,P <0.05) ; #E— 5 i
F3 - HILIEH (3 — methyladenine, 3 — MA ) F1 54 4
(chloroquine, CQ) B iE &P, HPP 5 S/ LC3 - 11/ 1
AR B WIS A O o Gl AR R, HPP af i 2%
TJE PIBK 3K (P <0.01) , &K Akt(P <0.001) Fi
mTOR(P <0.01) BERRIL K- FiRSs R AR, HPP
AR 2o R 45 I A A 0 ) PISK/ Aky/mTOR i %,
5 BC 4 A WG ot , T A S DU A AR

AT A R R B, E T24 A, 4T AT
e B R 3E O B (1.56, 3.12, 6.25, 12.50, 25.00
mg + L") THUG , 5% AL LL, 925021 LC3B -1 %
IR TR, LC3B — 11 13K &7 BT, p62 HH
MR8 3 o, X e Y B S e E X
(P<0.05) . LAk, FELHRAE T24 20 A9 52 T2 iL
] R SR OB O 2R, 209l Dl (5,32 £3.84) %
(3273 £1.66)% (71.16 £3.66) % .(87.94 +1.81) % Il
(89.54 = 1.12)%, & /5 i B F 09 M i &% n
(P<0.05), it — 2 #F 58 & B, f£ 1.56, 6.25,
25 mg « L™YREEMZECHT T2 d J5,T24 41N H
R B OIOCENR - M MKER 1 253
(‘green fluorescent protein — microtubule — associated
protein 1 light chain 3 ,GFP - LC3) a9 G & 4E X, H
SERTE B A 1,52 £0.02.5.05 £0.52 Fil
1114 + 0.82, 5 &8 3 & T X 4l (P <0.05,
P <0.01), 455RW], EOIAET W& (LU T24 40
FI AR BT B, i AR 1, TR R A

LIANG % B 58 % B, 76 A8 [ 90 ik (1. 252,55,

5.0.10.0 wM) 5 J}i K 8 2% (Isorhapontigenin , 1SO)
PR UMUC3 #ififlf5 , GFP — LC3 sURANALAY 43 b
G3 S 36% (. 55% T4% | 83% , W % & T X B4
(10% ) (P <0.05) ., M4 b, 1SO(2.5.5.10 pM) 4b 3¢
Jo, RN 7 2 (sestrin 2, SESN2 ) mRNA K& &
FIR¥ W FR(P <0.05) , FHXS 3 3l R 5T 1 5
H1.6,2.1,3.0, ¥ FEm X RHACLO)
(P<0.05), X4 UMUC3 #fiffi#E 1SO (5,10 uM) 4b P
T, 2234 JF 005 S5 H B4 5% 8 ( mitogen — activated protein
kinase 8 ,MAPKS ) m I Y4 i , 30 il ROCR B R 0553 , it
Ik INK AJHJ55 1SO 55 LC3 -1 [n] LC3 - I py %1k,
X Begk 5L ] MAPKS/INK/SESN2 {5 53 % 7E 1SO
P BTN BC 4 A b A iR AR

PEAEEE B ) P2 A 1 BB 9% 8 1 TS pS3 I T A
mTOR i@ % & 14 5% BC 4 it 1Y B FE 1 B Wk, HAO
TG A B ,6.8 mg - mL T [ (48 h AR e
(half — maximal inhibitory concentration,IC50) ] ¥« & f
PAEAF T 90 T24 400 )5,1.C3 — T/LC3 - 1 (g%
Thi,p62 HHFRIK B E AR () P <0.001) . 7EAHfE
DIfe 2 1, A B4 A0 0 T R W 3E
(P <0.001), H 5 {22800 5 5 4 8 R g -2 1)
RIBRE TRE(P <0.001) o #E—2BRIHLTI GG IER T,
AR B35 BV T p - pS3 ME H R, IF TR Tk
121k mTOR/mTOR LA (P <0.001) ; 244fi ] pS3 Mkl
Flak 3 — FHELRRIENS (3 — methyladenine ,3 — MA) 47
TP AR RO IR T 5 B GRS 2Bk 2 0
(P<0.05), X6zt Rk Se 7 A8 1 8 o 48 1] J0s
p33/mTOR J& % 755 F Wik, T A7 2541 i) BC 48 it 1Y
WY FAT N

LA DL T24 4 ff g BEAL % 8L, 0.5, 1,
2 pmol + L™ ZT 5L KAFALFH 48 1 72 h 35 n] g 2 410 1
AUAEE J7, H 2 pmol - L™" b F 24 h 7R AT FEAR A ML 15
J1(# P <0.05), 1 F12 wmol - L™" 21 5 K 1F kb 58
48 hn] ) PR U5 T24 AR gE T, O W B0E
caspase —3 il caspase —9 (#JP <0.05) ., HLIWF5 2
TN ELRR AT G 5R LC3 Jefa, JF B p62 Fl LC3 &
F#I5, Ho 1R 2 wmol - L7422 575 e b2 B X
(P <0.05) ;A2 2% R PI3K . p — Akt FIEE 4 @
#HH B -9 ( matrix metalloproteinase —9 ,MMP -9) 5
FiKk(P <0.05) ,Jf BT H Bel -2 AHE X &
B ( Bel — 2 - associated X protein, Bax ) £ ik
(P<0.05), ZBF5E R, 205 K1 rl geiE o R 4% B
W AH AR ] PIBK/ Akt Je MMP -9 {55, &A%
BC 4 i Jy 32t Hl T
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T i JEME (artesunate , ART ) 7 £ B50JRR K MFU4 i
2R BC 4 Jitd o 34 8 BRI 3 A0 B bR 9 . ZHAO
SOV T24 40 i R HG I G0 TR 2 Ak AR TR R PR
ART A Hsf 170 7170 5 K o5 e S8 =5 400 i) 200 it 2 < 5 448
. T 72 h J5, ART 5 Fh 40 i i 1C50 43 51 Ky
0.50 F10.34 pmol + L™", 720 J& 31 T )5 i , 2. 5
ol - L~" ART Ab¥E 48 h J5, T24par [ T24res 41 Jiig
1) GO/ G1 HARH A &, FL-5 40 6 J) 30 28 1 A0t e 8 it
PR T 1 k8 F BRI (P <0.05,P<0.01),
10 pmol « L™ ART Ab ¥ 5t 25 384 fin 1 NGUA71 i 24 ik 48
FIJHT 3 (P <0.001) , 7F F WP T, 10 wmol - L'
ART 4bF 24h 5, LC3B -1 BH B % F% (P <0.01,
P <0.001) , i LC3B - II& 122 FF+(P <0.001), i
— B A ¥ & (hydroxychloroquine , HCQ ) 56 1IF & B,
LC3B - I K F it — 2 8 F Z B (P<0.01,
P <0.001) ,JESE ART 0] 58 503 1% BC 4 i sh 745 H
Wi o WP HERR THIET- 2 5, KW ART 3%
Aok L A4 R 30 RBESR b 1A ) RE IR BT 1B W A
T, TG S0 BC 40 4 I A0 i 2 22 784
5.1.2 HHEH5HIF

SN A WS R B, T S S (40 .80
120 160 mg - kg ™" ) YEFHTF T24 4iffu e , biti % 7 & 1
fn,P62 F23k BETHE (P <0.05) , A[E] e 4H Beclinl
FAXE 26 3K K P 48 B A 43 B R 0.65 + 0.07,
0.74 +£0.03.0.88 +0.03 1 1.02 £0.10,LC3 - I &
A % 22 3k 2K 43 4 0.71 +0.03,0.86 = 0.01,
0.96 £0.04 F1 1.07 = 0.07, ¥y & 2% & F %t g 41
(P<0.05,P<0.01), [FAF,T24 ZHd [ 128 G50 5
BN (P <0.05), J T34 5K 7.99 +0.70.
13.01 +0. 64 .15.80 £0. 48 F121. 06 +0. 44, | 2 &5 F
XTHRAL(P <0.001) , FIRE5RFEH, S
Al It 9 Beclinl \LC3 - I ik, N P62, A %%
S A mE, S BC 4B g, R L T, B BC
WFFE Y B A X T 25 2 07 PR B s I B SR AT A A PR
A T Bk A A A M SE 5 L sh Wi o Sl AU
%, CAHMFE B, #5r & 7 sl R #E BC b HAT B
BT R VR A (B E T A R S A LC3
p62 Beclin — 1 g [ Wi 554845, 5 B w45 2
[ 1) 2 ZR AT 5 3E— 25 BHIE

ST, B W 5 28 v 24 16 M B 43 801 75 T LA
TS AMPK s # ] PI3K/ Akt/mTOR %545-5-38 [
IR X I A, A2 BC 40 [ B R o AR 14 )i
3l W AT BES | & [ Wtk 20 B A8 T~ sl 388 i Ay 7 25 90 1
ARR . Iyl e B T 3a ik BC 4 14 T 24

PEo SR, B WA 240 i b B XUEAE . S A
W ] VE hy 240 M A AEAIL R, 3k B A WA (0 1] 355 ST
Too BUAENG R Ak b, AT A0 AU 15 1 s 1) e
FEF AL, 38 0 B8 2T I AN [R) 1 Wi S 00 ) 4 4
7 3 RN A 5 o
5.2 HPHIERIPIE B S PEET B IR

2 e 240 52 380 A 7 S5 I ORINE T, B
WA T B IRAOA, R ORI F v A oE A B, — L
2] LASH B A A4 B s, A4 = BC IR
JEE LR AR T B WA DGR il 1 OB Ty
R W RRA R B B, (i E WA SZ P

A2 W (tea polyphenol, TP) HATHit A AL 7T 1ML 4
PR PO B AR R T A L Rl AR s . 48 SR
WF5E & B, 52 HL A (epirubicin, EPT) i i B iR 1 INK
HEKIE S T24 M B Wi 5 T24 453 R Xf BEATL
5 pmol « L™" EPI 4171 TP &4 EPI 0 (TP 100 wmol « L™
+EPL5 wmol + L™") 536, 5 0] EPI 414 Lk, TP
A EPL A1 RN T LC3IT iR ik INK [)3R35 , 7t
T SRR R A — 3 AR R L2 AR AT B A
RGO, 3548 S Ak y7 175 = 00 I 4 i i T
(P <0.05), FBAFAETE] INK (55050 A W,
B4R EPL X BC 20 A 5/ E P A AE MR T2

Ml 25 41 3 & ( pectolinarigenin , PEC) J& M &4 i 2L
2y B AR 2 0 B R 2R A0 G W, 2 B R R
DENG 4" 5 % B, 5637 ZH M8 4 A [l v i (5,10,
20 uM) PEC AbFRJS , 5506 REZAH Eb , 20 i 338 7 1 43 )
MR 29 21% . 52% .76% (P < 0.01 5% P <0.001),
PEC AbFA 52 L 9F 7 LC3B — 1 [i] LC3B - 11 [y %t
8 Ka B /MEAR R, 55 ] PEC
HHLG, CQ A AL B — 2014 7 LC3B — 11 il p62 7K
S 278 PEC S8 520 A S I RO AR A . Bt
A, B B ENIR AT B , ATGT 35 K B[4 48 38 7 PEC
Xf BC 40 s HIfEH . PEC sl ¥ Fh Al 1T A Ay
S DNA 50400 ) 210 e 15 B, (] B 5 el 240 L 19 0k 5k
o Bk UL, PEC 3 & #1 Fh 5 A9 1 1T A 55 DNA
P4 FNBELIT ) W3, 3850 DINA. 53475 410 1l 200 e 354 51
1E BC IRy h R HEEEAE .

A 24 8 v B IR T 2 AL ) B T R B
HH S A BELDRT [ W 3 8 AR T 99 J7 . ZHUANG 250
WS & B, 40 wmol - L™ [y ¥ 541 [ B X} T24 AN
BIU — 87 4H il B A5 BH I8 174 41 At 75 44 , L5 I 4601 Bk 75 iz
FH 24h J5, B FFEALT WA IC, (4 52y
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