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Research Progress of Ferroptosis Related LncRNA in Prevention and Treatment of
Cerebral Ischemia - Reperfusion Injury by Traditional Chinese Medicine

FAN Chengcheng,ZHANG Xinyu, WANG Ao, WANG Shengpeng,SUN Mengyue , WANG Zhe,LIU Jidong
( Liaoning University of Traditional Chinese Medicine ,Shenyang 110847 , Liaoning, China)

Abstract; Ferroptosis,a pattern of cell apoptosis driven by iron — dependent lipid peroxidation, plays an important role in the
complex pathological process of cerebral ischemia — reperfusion injury. This type of injury usually occurs during the recovery of
blood flowing after cerebral ischemia, when the brain tissue undergoes a more severe secondary injury. In a series of complex
physiological reactions ,multiple mechanisms such as oxidative stress, excessive intracellular calcium concentration and inflamma-
tion work together,ferroptosis is a part of them which cannot be ignored. Recent studies have shown that certain LncRNAs can
significantly affect the process of cerebral ischemia — reperfusion injury by influencing the expressions of ferroptosis — related
genes. Some LncRNAs play a role in the process of apoptosis after cerebral ischemia — reperfusion injury by regulating the expres-
sion of genes related to autophagy. The research on how LncRNA affects ferroptosis in cerebral ischemia — reperfusion injury is
still in its initial stage,but the research value and application potential in this field have already emerged. In the future,we can
further explore the mechanisms by which LncRNAs regulate ferroptosis and strive to discover more LncRNAs related to ferropto-
sis,in order to find new methods and ways for treating cerebral ischemia — reperfusion injury.
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Jifi 5 o ( stroke ) J&—Ff UL IR i 1557 905 , B 81 R %
EEER EER R B R R A R R A
M 1) H8 T R T T o, LS R e e e ot A [ b XA
K Z AR R B A 25 5 P U X R i R 3 e o BE
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IS S5 i T 3l ok e 7 i PR 3 S S50 0 L VR £k 7 i 4,
SRRy Ml 2 2R R ALtk 4 PR TR B B A Y — A
T3, HL R D DR R st K G R R A ] S A S A
B BRYERISE M D9 LA 30 7 2 S 5| % i 4Kk X REBE
EEE M5B E MR (food and drug administration, FDA )
PN T PR A S8 16T T~ B - Wbk A 2H 4R 21 v B S 0 7 it
P58 MR PIBRA o SR, X PIRNT I 0 N 8 AR
B, 23 il A A AR FE Y 4.5 h K 12 h NSt , 77 RE ARG
BAERRERCR . SR, X T ZHUEE R UL, SR R T 528
ANy o REFMUTERFARN R 20T CIFRZ 4, HIBRMT
A 11% BB T3 AR S T 402 B o doke 4 IR %
FEMR A28 T R IR B D BRBEIR | A A T T AR, TC I
L 2 A QB L T S O 2 n e T L 1S E Y
R TP TAE S Ul Ak 5 L 6 A R, 14 e A 388 ARV 7 SR g Ay A
BELLZ 0 Bl AT I A PR S R AR T 1S 2k — B
i) 5 R S IR Az B, St M A3 45 W AN 230 e S
eI, B N GG B S R A A T
S8 BV ke 1 P 9 1 451455 ( cerebral ischemia reperfusion injury,
CIRI) ™' CIRT f % e fe RS2 — A2 R s LA B TG 7, 9
ZRHLEIZ A E . P AR AP Ca® Ak A
FER A AT YT ER RN & B R
PERER , St UM A SR AS Pt 51 o 0 2 3 A
PFFE CIRT HAR 52 00, T AE A [ B BOR 38 AN [ 47 T, o 18
FIZIYRYT R TR PRR . & CIRT Ay 7 AL — B2 ik
SRR A PRI £

IS g T B2 h XS, I WL T (NG ) . s
PRI TR R R 5 B PSR AL A ST R 48 06, CIRT R 2
G R i As " ARBL, iR N ED) = iz 5, I
ET EL N RIR . BRI #SE,” XA AR T REe)H i
AER, g R, 4 1L AN AR R 20 T L, 04 il . G
A RE AR KR R D) SRR A% FUR P 3 EO A bR
Sz, U B B A, AR 2 20 BH b o XU 8 B A JR AR
REE AR EZEER IR B I PR KRR B 1T
PN S
1 HETEN

BRAET R T A R At Y — o 284 1 9 5 200 i € 1 (pro-
grammed cell death,PCD) 7728, A& T 2012 4F 9l iE A a7 #1
WU BRI A T AT e TR A, R
UE Ay 2 S PR K 5 S HCARORS 1 A 3 o 4 A 49 B % M R ( reac-
tive oxygen species, ROS) 5547 AR ™ ¥y id & PO, Hh BLAY B
JRGAAL N B S BT T BT, PR SRR A
ESRIRTT R I IR R — Rk B T i is SR R, —
SENR B A b B RIS ER AL o DFF R BRI T S
SRR YN A0 A B L T B e 2R
FTPELEIR IR S i P R S R P e T AR
AR AE LA B TR LR, B B R IIRI T I,
WFFEFRH] , RIBRSE T4 i 77) 5 A 20T B AR 28Tk 8 1K
-, TR CIRT A2 CHt 405 , el A A etk 1 1 s v 7
JEIRYT T WA XS AT, BB A IR 0N, AT
ARG A o AN SCE TEE 3 42 1 AL R SE T 1 254> 2R

T VAR LR 1Y) 20 M Jp B HUAE CIRT (8007, TR AL 38
TR AL A BRAR: , 10T 4R 2R LA CIRT 4] 8] pft 22 50 41 ffd
BRIET Ay e (1 ol 28 O SR TT R AA o
L1 HR#®E

BRI NN A4 1 7 2E ) B A — b b 75 1 Bl it 4 J T
2, FEAERI s e R TR S AN, AR AN
AR 2 — 2 2 5 LD A0 1 A B, %o 3 i 480 A T A
P S PG AR A S T T BRI i A N T
sl LB, BT FEED M e, A
BRI R M BRA BE B MAIRNC , WS L 8 AN Bk B i 2
HEA =Mk, BT BA BRI E M, i (R HAE i
PR BRI LV 7 1 A A B L G I P P’ ik
A (wansferrin, TF) 25 & JE UG 1) , FE 45 iz 2K 9 % 20
gl PR T , AMANA =5 2 — AR S S E A,
HAR =00 Z AR AL BR A 1 A S A 2 Bk AR S TL 3t it
el

TGk i & 2B 5, ANME ANk B BT, AR T A R T 1Y
TR 1 32 1K 1 (transferrin receptor 1, TFR1) X Fe * [z i, /i
GRS B RE F R BT R 3 (STEAP3) Sy —Ffide JE i , o Fe’ ™ M
R A IR B IR AR Fe® BT P il T 4
JE ¥4z 8 1 1 (divalent metal transporter 1,DMT1) #4512 2 40
JRZY G R TAU 2R 1 S APP B ds R I Bk s A 1
(ferroportin 1, FPN1) 75-PE3 55 , B T8k ik, T80 Fe ™ B
3 40 M5 9 AN k3t (labile iron pool, LIP) Hit* o s fit
1) Fe* 22 58 T 1Y S il 38 53 25451 )2 B ( fenton reaction, Fen-
ton) A= UK H 2L A IR 5T ROS, 325 ROS 1 £E 185 W ik 2 A,
P AN RAE T o P, DABR A g A ke U, BIR T Bk 0 3R A4
A AP LIP 2505 R VP 2 o BB T R B R
1.2 e Ay Rage

BRICT S DX 4 0 P Bk o 2 AR 47| & 1A A A
FET, HAUAS R RAE T AR Brid S i BE AR . )22 AN
YA g W7 BR ( polyunsaturated fatty acids, PUFAs) S8k AL T H g
B/ N i AR ) FZENR W) , 483 AR JR B JG TR JUR o 2ot
ALY, PRHCBERR b 1 PUFAs 5o 8 2 8k 58 T4 40 i Am i 11
PSS E

NG A0 22 A 1 N5 ) 138, ok Y5 T TG 2% i Ty R gt s i
snl A1 sn, Hrp snl 3= 25 B0 A1 7 R (saturated fatty acids,
SFA ) FIEAA 1 F1 G 5 R ( monounsaturated fatty acids, MUFA) ,
T sn2 WFEHE— 2 25 & 2 A1 F1HE 1 BR ( polyunsaturated fatty
acids , PUFA) ™', 41U BERE NG 15 PUFA 9245 43 BT T 40 i
RN IIRE , (ELR] N B T T 40 M X Bk SE T A B R P L PUFA
(1 AU TR HEL5 44, A4 F MUFA [0 T3 5 B SFA ) I R .
B, PR LA W ATl — Tl DR =2 ) T 5 S B B R AT, 75
PP A B A A SO, A T BEBCET PUFA F XU 3k,
BB T, = A [ ik (PLOO - ) B X —
B i AR 4k S J —A> PUFA Jp 7~ i B 88 1, 2 10 A i it
NS AL (PLOOH)
1.3 @R EER TS
1.3.1 System Xc /GSH/GPX4 /£ 5 ##% System Xc ™ {FH—
Tl 2R/ A IR ) e s AR, Ho G i xCT 2 I 7E 20 P &
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PEAE AR, D A0 M 245 S A0 S A, O AE 2 R N o
P FARTHANMAT 15 R L RN, DR (cystine) #515 2R
I SLCTALL 43D R £5 A, IDE 2202 B ) 7 200 JES PN 4508 D oy
EEERR (cysteine) , GA R H ARG IE A Ve Ik (glu-
tathione , GSH) ! . A e H ik i3 S 4L 4 ( recombinant glutathi-
one peroxidase 4 , GPX4) /£ b —Fh A IABIBFE T B 3 , ol
i GSH S Jy 2 S P 4K IR o i e Ak W R W IR A iy
HETT AR 37 40 M0 %0 3% 8k FE T I . System Xe ™ /GSH/GPX4
S B R T BRIE TR AL SR e R - A =R
o) iz 8 GSH /L Ji ., FEAR GPXd 3Rk /K 1 B0 MR 1 ml B 2
HMMGIC T R A KT TR R I X IR & i L 1 R A
WHIE, R IET X T 151 System Xe™/GSH/GPX4 R 4¢ L il {5 5
T BEAIC GPXA 3k K-, T A5 580375 I 88 400 i & A= R AE T
T A R R o B SR SR, R AL IR % 15 B 11 SLCIAS 15
Z R RE b 8 TEBRFE T b R SR T AR, Tl B
GPX4 235 B M b bR 40 ) st T3 B ™

1.3.2 FSP1/CoQl0/NAD(P)H 1z 5@ % #ksET- ikl 1
(ferroptosis suppressor protein 1, FSP1) J2&—Ff GPX4 4K #fi 14
BRAET- M B 5, IR FR O OB AR O A T T 2
(apoptosis — inducing factor mitochondrial , ATFM2) ™) J& —Fh
NADP LR i Q10 ( coenzyme Q10, CoQ10) A AL IE It .
FSPL jiijd N - G E A )5 M H 523 7T A2 114 5l 25 4 B
T3, 38 BRI T W 45 5 1% 5, A2 E CoQl0 I8 J5t iz I
(ubiquinol) o CoQ10 A1 Ay 2t I L AL A W S 5 114 7 S 20 B R 4
A IBTATFN B b I BRI, ] CoQL0 3Rk 2515
SUIMIET R R

1.3.3 KEAPI/NRF2/HO -1 12 %i8% #AT F2 MW T
(nuclear factor — erythroid 2 related factor ,NRF2) J&—F%% 5 [H
T T 5L NN MAF S5 S TR R R, w45 &
YA REIGHE MRS, J 3l T e R 5 gl i
B AR EE — 1 ( quinone oxidoreductasel , NQO1) . Ifil £ 2% Jill &
fiff — 1 ( heme oxygenasel ,HO — 1) L J 8% 4 4% — 1 (ferritin
heavy chain 1,FTH1) 20" | HO - 1 B—F¥i 4 FiA b FE
BRI E T RE , LA LALE 32 3 4000 0 ORI 2 45 4%
Jei bR T Nef2 45 0] DB A HO - 1 sh s . e
HO — 1 fiAfb M 21 28 43 1y a8 o, 1 £ 38 2 AT 1 & Ao F)
Ry LBE 7, [ B P 2 A W R ROS MR T, LAFIAE
T AW A TR R £ L R R AL W B X A0 Y
EI (TR

1.3.4 DHODH/CoQ 5% A FLIEMM A6 (dihydro-
orotate dehydrogenase, DHODH ) {of 20 {4 P [, & — i3 4k )
B MO Y 2R I , & RE A L AL — A 3L R ( dihydrooro-
tate, DHO ) , fff I 056 72 Fy FLE IR, #8 R 5% 1 R (flavin
mononucleotide , FMN) $2: 32 H 4 # 1 74 ik, FMNH2™ | 3 1 12
PEFLIH IR 1] JRIEWERZ H R (urid ylic acid, UMP) YA, X2 A%
BEUR RNA B RRAE D& ) BB . 5 G R B YRR A 32
fift ( CoQ ) He W vy 7 4 3 J5 )y — &2 i ( CoQH, ), HIFSY 1B
R SR A ( MnCL, ) A0 g 240 Mo B 75 22 kst T, O
FFiE DHODH 33K 11 T i, 3X 5 Bk A& Y ROS K g 5t 1+ 46
K- T PR DHODH (1438 38 0] L3 a3 77 2 4Rk A 1
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i CoQH, M T 33 5 kS8 1, BH 1k g B 2 460 Ak, 30 1M iF 52
DHODH/ CoQ {555 M SRS T- B A R o

1.3.5 GCHl/BH4/# g X142 5 @ 9% = @RS FH 1K
fi# i 1 (GTP cyclohydrolase 1,GCHI ) {4k Jie#) GTP 4= i ELA 4
T MR DY A Y% (tetrahydrobiopterin, BH4 ), BEXT 2 8k
FET TR (CAERIET- 5 257 ) GPX4 JL B B bR 45 ) 1 Himi
B KRAFT V2500 3 1ot 5 [ 45 5 5 S8 07 0 , % B GCHLL
B LA 4 DU A A e s/ — S Wy e ( BHA/BH2) # )2
A 26 B0 T (0 3 ., GCHI 40 238 T- WL 72 T2 — 2
GCHI Az i) BHA /5y — B 2% g PE B 446 0], RE A 203 1 i
it AL ; Ik GCHI A9 4N 4 it BH4/BH2 5| {2 i i
99, [ Bt 9 FE Bk SE T A9 § I 3 PUFA - PLs™ | GCHI -
BH4 — B gl ol /A PUst T 1) R B A T .

2 T CIRIppRaE

BRIET ARG FEE UG M BB 2 — R AE A A
PEREE ROS [ BE 7 L Ak B T i BFL . i BI iy Fe’ 3l
TS T A R P RO MR AR A R X — 3
R, BN PN B AN D BE &2 461, ROS 3 JE A R S 3 B w40
PSR, L R RS IR, 51 2 b A B o ot 2 A i ik T
FEIAMZ DR IR . A K o 3l ik ] 28 (MCAO ) K RS
, BEARG 8 2 HE [R] P54 7 ( chromobox homolog7 ,CBX - 7) i) ik
I/ Dk B Tk B & TFRI (2R 3R 35, W B0 SLCTA11/
GPX4 NRF2/HO - 1 {5538 B R AM B P FET- 10 & A4 &, T
Y% CIRI, o 36 DA 00 A5 % . BFFS 48 i ok ik Bk & A
('mitochondrial ferritin, MtFt) E.4G 6 52 t8 £ 0 AE T- 1 VE T,
MU FEF 30 B SEREN AR TURL . ifF—25 BB 9E K B, Mtk
F 3k 2 TR RS % A i i PR T S B0OA0 I A R R G . B —T
18], CISD2 (—F & CDGSH IR L LS W3R 11 2) A oo i
Wi e BbR RS, Hm 2k K n] DR B i e g sz ko BE R A
B, BFSE WK, S FRIA CISD2 R Wk 25 410 1 Mok e o -0 3 451 4%
NERIERAET, HaxX — 1 F AT B 5 0E NRF2/HO - 1 553
#5AG 56s [lE, 363k CISD, mT LU 9 TFRI 9335 , 2 1 B
BRIHEE W Z50 SR, T T 6K 20 g S AL A v A
AL 5T B IE 55, NRF2 35 P92 i #2858 1 10 e f 25
miR - 27 FGEAE MR A 200 P AT B R A
Flo B MCAO # Y fF 75, miR - 27a 51 4 il %5 40 Hd
NRF2 23K FAR M m il 2k 38 1=, 11 66 F miR — 27a 454570 50 0] 5
AHR Fa %, #2278 miR - 27a W] A8 3 o ¥ 1) #0 ) NREF2 355 14 M1
5] & CIRI,

BEAERRE SRR ORI RESYNERE, BE5Y
BB E PERUN . BRE G VETT BB A R0 Fad 3, vl
12 CIRI™ =) 2240 ( deferoxamine,, DFO) J&—Fp 25 FDA L i
MRS A, e S B BUR (45 A 0 Fe' " I Rl BE AR A A K
PV A, IR DFO 2035 I 5 2 4 BE 7, e
2 FH 24 B A R BE AR R B RN, K B A, BTN SR B
KA T (liposome ) XF DFO 4743, JE AR 2240 B 40 K g o
& (DFO - Lip) , SZ5 & B, 3X T 4 K J0RE RE A S0 BRIk N £
Ak 3 A T K 2 T R

TESLA BT A A RUBEF I 55 R IG5 4 5 A (recombinant

acyl coenzyme a synthetase long chain family member 4 ,ACSI4) ,
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SEZ AEFINENIR (PUFA) AU AY B2 W) T, 76 s A Gt
AR ARG VRN B A R IR IR , K K i
Jig T R e A Ay HLSEHE Al il A (CoA ) JE 5, id 23k ACSIA RERE Y
S B E AL FASET L e MCAO B IR S5
WFgy B B4 5 B F 1o (hypoxia inducible factor — 1,
HIF — To) il P NG SRR 6] ACSLA ik, st F
FEIR KB ACSLA BEAE A HE /)N K5 40 M 28 9 PR 5 B 7 A=, 3k —
HAESE T ACSLA SRR MR AT IR o mBR e il ACSLA
FEI A, BB MBI S8 I SO 428 il IR B ol S AL B A 7
SCBT7 L A D 5 1 BB AT 22 40 PR T A

AUFERY, S B RS T I P =8 R I A (a-
denosine triphosphate , ATP) 7K - R fE<=5] & NA*/K* ZE i {k
PR LR SR A, RIS B0 AR ¥ 15 8 1 R 0 ) 1B 4, 3 2
MM R W B b T, G % A A 'R AR A T &
PECT, BEST IR 4G, U R 25/ P 1 (oxygen — glucose
deprivation/reoxygenation, OGD/R) &4, HIF - 1o fEH S
System Xe 23 81 T-45 £ AV System Xe ™ HUFE i 51, 3% it
PR INIEI A3 SR 5532 | T M 3 S AL R TP VR AT
3 LncRNAZE CIRIHBHIFEE

W7 7L 3h W i K Rl 22 R S8 R S 2 MR 4 5 RNA
(ncRNA) , f3 35 1 /N RNA (miRNA) | 4% 3F 4 % RNA (In-
cRNA) Tt FRfR RNA (cireRNA) &5, B A1 52 30 L 20 200 200 Bt 1) 4+
SRR . IR AT PR A, neRNA 1 K 33K 1 5
R AR R 7, O A S ) T REJE AL 52 i GSH X €58 T 4
7 1 (ferrostatin — 1, Fer — 1) {9 S A, 38 0 242 R o Y
SEALRIECR S L KA IE 4w RNA (long non — coding RNA,
LncRNA) 2 —2& K B 7E 200 ~ 100 000 nt B RNA 737, B A H
Bl A BT, B 22 5 AN ) 2 Rl B A, i I 4R
e dr Bl B S S L B W, LncRNA A LI A g —
SEAPEATR RNA(ceRNA) 557 5E 1) miRNA AHEAEH], 2 548
SEN I BRI B, 70 & R R R R R B
WF5EF M, 78 CIRT 3 R v, 3% 40 L) 224 v 62 B A 1 (plasma-
cytoma variant translocation 1,PVT1) S ERIC T ARG &
AR SR P A A A [N, A A I R S L S
(growth arrest — specific transcripts5 , GAS5) G4 oK 5% 1k K5 - 55
SEAK (xinactive specific transcript, Xist) #ll ZFASI ( zinc finger an-
tisense 1) %% LncRNA 1] 62 5P T3 2 .

UAERAHIFEIR ), SLCTATL FEPRE pS3 A G105 sl il
AR, LncRNA BEAZ IR p53 HEIMAME] SLCTATL YR IKKHY
SRARIET-  HE— D IRHE T LncRNA JH#ERPE T & A & 11

FEAE . /N CIRT 2, miR - 214 @535 TFRI # 3°

EBIFEIX (3 UTR) &545 , T4 Bk 5 T 0E A4 S , DT il Bl J5
AL AR I 41 20 R B BLR SR ERRSE T R DY i
Hb, AR PVTL RYRIKEAR R miR - 214 B985 2 B35 Tl pS3
MIFIB AR A, 3 F3k PVTL Sl miR - 214 /93 % 4E
W Fer — 1 X BRILT-HMBIER . 53 —BWF 5887w, #i
ZIUEL T OGD/R ALBHG % 5 H 7~ Yin - Yangl (YY1) A3
K2R, YY1 g 5 GASS (R s 7454, T I 15 GASS (1Y
Fik, [FF, YY1 F1 GASS BB 6 - WEER R MG - 2/ 2R
i - ,6 — R 3 ( phosphofructokinase — 2/fructose — ,6 — bi-

sphosphatase , PFKFB3) J3 3] 7 ¢ #H [5] X 8, 5% &, {€ #F PFKFB3
R 22 TR T 2 G A B IRE A 2t 72, E TR OGD/R i35 S By 1 4
JEPT . AHARIE RS, LV YY1 sl GASS 14 ik fAgig
e R TR S B , ke s d e T RE Y . XIST s i
W miR - 27a - 3p/FOX03 Hli>f fin & CIRT, M LBk FE %W T
FOXO3 MIREHN I N2a 4HHE A P4 1= H1 ROS (177 A, AT I8 2 i
B, 78 CIRT i b, ZFASI [ £ 5 B % F . LM
ZFAS1 8 F i miR - 582 — 3p [ 32k AR B i R AE | S AL ¥
MM T, I35 4 OGD/R 4b ¥ ) PC12 41 H B9 — &AL
A (NO) KT

ATHFFE R B, A 4 8 & BRI R 57 1, LncRNA 7E B 1fi
P i e R R LA P B2 35000 v i T A 1 MR T
CIRT 3 JE ¥ T 40, R B R K 7 VS o 80 an, 3 ok 40 o
CHRF £ i 75 miR - 126/S0X6 %1, W] LA &5 Uik % ik 1 4 4
75107 s FeA% AKO38897 () 2 i, I i 1 #6 T 3¢ 16 4 1 3 1
(DAPK1) i miR - 26a - 5p #I [i, A 5 1 iy CIRT i % 247 5
OGD/R &A1, ik MALATL RE 6 10 i 24 e 98 7=, 1 2o ¢ ik
MALAT1 RTHIHIJ T2 1 BAX (2635, 8 4o -2 11 BCL2
2k s ANEA BESEARAE , 76 OGD/R 75 S /I e 5 41
i, SNHGS 3 33 1 45 1k miR — 449¢ — 5p 3138735 SIRT1/FOXO1
(88 D2 1L G R AL A% , 490 D I I 4 T A Ul 58 0 S 4
i S8 ST, S TR 37 G 200 3% g A s e v >

AR Bifi% LncRNA ST 78 AR W72E 5, LncRNA 7R3
PR ik IR M A L i is Yo H A O AE R B #2127 CIRI
MIBFFEHESL T, LncRNA 5 8RFET 22 [ ) SCHK 1 7 7 1k B
Faso OB EoE AR R LncRNA BEA%8 5 98 15 P A g
At AL S AL DI, RS T R R . N, AT AT
A o VR i B 3 2 P 0 28 R T A AN P R S T ik
B Bt ST B R IO, A ST HE % LncRNA g
gAY AR R IR M0 M Py ROS (198 i, Xt e
fil & BRAET W B 2 . A CIRT (9 & %9 FiLid A, LncRNA
AT BB 3 T R BB T AH G I R () 223K, X A AT e A7 T A ig
FEAE R X —H RIS IRATRA LA CIRD [ 3
MU T8 LA, ) B A B A 7 SR AR L T 7
(14 FHE A
4 WEZHFETHIES CIRI

WS , B b 2 SR A ROy 25 Ty R
AT LGP R 257 10 CIRT B W S i el s A i, A bl
267050 3% Bl B AE 455 o
4.1 BeRp o RP B A

BERENSE i T R T R JUN ZE 40 5 bl 22 40 e
T, AR REREAIG 22 4t M V5 1 Y8 6 4 0 5 I, 08 17 & 4% i £ 47 £
FHROO S A I R A T A 2 A K, 4 2 A B b 2
BT, T A Gt a2 A 2 41O AR L R g TR TR A
A2 T IR T 0 2 Bk R A& Bl 3Rk, R M & T Bk
WO g AR TN A U AP ALRE T (e EE S AL
IS AL 223, BB WA 8 KT, W S 440 /N IR A 5 T
S A M 4 7 PR

FLE R 2Ty, I S PSR ST A T
FHR ERE HABZRT L RRT RBRRE ST CI-
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RI ELAA RAF LR VE 388 32 A0 I 19 2l 52 B B T IF 5 i 52
NEE S PR FESE A 6868 M R 3 s
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