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Abstract: R-loop is a type of three-stranded nucleic acid structure that is made up of an RNA:DNA hybrid, formed
due to failing separation of a nascent RNA molecule with transcripting template in transcription or by the
re-annealing of RNA molecule with one of the two strands in a double stranded DNA molecule, along with the
single stranded DNA, which is either the non-template strand in the transcription bubble or the RNA substituted
DNA strand. Formation of R-loops can occur when transcription goes through a genomic DNA region having a
tract of G bases in the non-template strand in the transcription bubble or through a type of triplet microsatellite
DNA sequences that are known to be associated with certain human diseases. The negative supercoiling forces
accumulated in the transcription bubble, and the misprocessing of RNA precursors, as well as the delayed
utilizations and transportations of RNA molecules to cytoplasm promote R loop formation. Many studies show
that cells can manage R loop formation with efficiency, and can also process the R-loops already formed in the cell,
and by which, the bad effects of R-loops on DNA replication, gene mutation and homologous recombination can
be regulated, This review summarizes the formation and the impacts of R-loops on DNA replication, mutation
rates and the frequencies of homologous recombination, and also discusses the possible role of the R-loop induced
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DNA replication in mediating trinucleotide repeat expansions as seen with those frequently associatedwith human
neuromuscular degenerative diseases.
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DNA i/ DNAZE S -1 81 05 A O EDNAR RS, 1 R R s 2 RNASR &
it A1 FH XSUBEDNAF ) — 25 B A AR A I RNARI L FE o FE PR 55577 2E IRNAG T I J0AE i 5%
W5 77 S DNABR 73 7,  CAZS VRN 40 4T T 52 U5 (I DNA S F F0B K&l WUBEDNA . {HE,
R A G PRI LA 55 A ) 6 DR 2 S5 B A5 B IFIRNA Y 13 1 5 AR DNA 2y IF, BRI 25 ) &
B SR DNAK PETE RNA:DNAZL AT A o iIX FIRNA:DNAZSAS /A5 AE AR 4 — L T RN 25
¥Jo

PRI, RING I LEHDNAS R MR, 31k EHRARF e, Nk, 4k
RNAEAM, DT, @b e s @ A BARTEE,  BUR WAL A RNAZS 14 i 80D T al &
I fniE 24, DABEKRNADNAZ AR ITE bl 2 . R, 40 it il e U #IR
IR RNAST T A% FR AN BE 15+ TFRNA:DNAZSAS K IR e, 5% C 2R IR . S 4h,
Kt B (Escherichia coli) COlELFUR [FIDNAK il . FAZ A= Lk AR DNA) & il LA K FL 2K
e LR E A4 (Immunoglobulin (1g) class switching) 453 1~ P ) 75 35 45 B 3L [H]
3G RRIAGE M 2 5 A et AT,

1 ERATERA RIIZER KR 450 1A 2t

R R B IHRIA GINTEEGT K (D) AT RN AR BEEDNA S 5 2 11
GlZE; (2) ¥y fa i Rid Em R FuE IR e (Supercoiling) ;5 (3) fEHLkIX A7 4E
DNAY) .

XN IR IR, RINIEH HILAE & & G AL ) B BE AT« M GRS AE S E B AR %
L% (G-cluster) A, FTLLRBIRIER, MAEX A 2 J5 M —BUE & GRgiE X Jik
A B TR . 47 K (E. coli)4i ffurh i sk 2 BEGCEL Z SR GTI P A AN, AEAAR
b b G FE R 5t PR A 7 4B,

I LD s i e, St )5 7 i AR R U IR e, X Fh B R EE T LA B R A 1
DNAFEH IR W% . (ERIAERGEREF, FiR TR IR e (L iFRNAZ T S5 DNA “iE
K7 JEIRNADNAZAAR (K1) o BRItz A, HTFRINE I 7 ZERNAZ TR DNA
RAZH LS, K, HILE R FiEIDNAGT (DNA nick) 45 B TRIF %2,

TP IET L3 FERURERE & 1031 SEHLIK A C45'66 803 M EIDNAFFI A HT &M, 23k
59% 1) 4k X B AT 71 B R e s O R IA IR e )« JLHhTP53. BRCAL. BRCA2. KRAS FIPTPRD
26 0B TR RE D R L N, TTATM. PARK2. PTPRDAMIGLDCHE A U 548 R SR 4750
fry 2 giAT .

— AR B T RIS RNAST F I/ . DNASST-H 5 A8 M I/ vt A2 s 1 L
i, LKA AT/U R H™ . — i, RIS MIRNAS K, REFBRE:
RNASDNAS FHTE SIS %, RIS E . T 4HIEEOH FI I, RNA:DNAZLAS
K LA (K 3 1 SUREDNAEE B2,

RN T DALEE RS (A (2R RIZ AN BEE OO, 2 2O 4IPS, hnRNA
5" SAI3" S T AR PP BT mRNAZ F-4135 mRNP AL & R ST 2 A1 L “ i
B s S SARAERIRAE R I AR BUE 02 (FL).
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Wit R EEGE R | hnRNAD TH R

B 1 RNA:DNAZAR4E (R KITBRL

G DR s R v ph A S R B K R R T ) BRRNAIN B AR A 57 mRNATE i RNAPE &5 K 2 J
B L DNABCHR T il U8, T2 BRNADNAZRAZ A (R loop) .

XJ B (Saccharomyces cerevisiae) [ 71 & B, RNARE s ZEfii A §-Sub-Yral, Thpl-Sac3
FITHO-TREX-22512L) 7 471 STRNA [ 41 i S 46 10 48 19 5T s S RNASE B (Turn-over) 45
S I B A B 28 RE A ERER AT BT, (IR, JirA 5 DRV SR R R 1 e A I S B4 1y
B i) S5t 25 (2 A RNAGY 115 56 S DNA S PR T RGRFR T80, i U 25 253005 I AT 1 4
o RholA 7 I RNAMRERHS P, R IUAEHIRNO A 1~ 28 11 (R4 22 3 [R5 S 4% X R EA
(231, iy S T R0 L P (0 Sen1 (RNAMRERGIE 3 5 Rat1 45 (1 —e phith it sk k) P42,
B2 N 240 N f Senataxin (SETX) (5RESen1 T EM [F)) tH4 e 1R 22 s & 1145 S poly(A)
()T 0t DR B 12226271

2 ZHHIN RIFHI N E

RIFBR T I KK e sk 2 8h, 22 DNASI . Syt 4 e oA R S A IR Al )
BRRFR, M0 40 S A Wl e sl Jm g SOERBERE:, mOR P e SR S I A - e e o A
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R, BRI R 4T RS B A IRNAS 125 T BERRIRRNA S BB DNA T 8 AT HL 4, DA
i FHRNA/DNARRERGHT FFRFF I RNADNAZYAS (25T B WS 75 1A BERER 11 71 i 2328,
i, KM 40 B AT TR K ERNA:DNAZLAS 1Ay 7 P RNANI % B RNase HAFIB,
EATTA A AR S AR R R . IX RN Aase 5 H AL FE “ K577 mRNA%
T[JRNase EZXIEEAT = FYEME. FIFE, SR A4 M rh 47 2L ) T ¥RNaseH1
RNaseH2A. RNaseH2B. RNaseH2CFIEVRK6%% . 5 Kk #RNase HARIHBAHL, 1113
B S P ARRER h IORNAZY 7232730 s RIS R B, - Alicardi-Gouti€ress 411 R X -
B Y P IRNase H2 [ DI REGIFE . BLAbh, il 776 T )50 N ELAZ 41 B PN 1 Topl
(topoisomerase 15 topA ) 12338 Ixh 5% M A S s 77 5768 85 e 1) SRR BRARRIA R TE B J LR
BL32 0 edh, KWFT B A0 N AR — R ATP I & [ TiCas3, ] LAZEATPHZ It ik
RINEIERL, TAEATPAMS NG CA LR IR . X — ISR, REMKIERAT RS A%
A A R,

AN, KT # 40iF [FRecG  fi# il . Rho RNARRERE I A DLy FIEL o) 4 55 4 {1 F 2%
1B B IRNADDNAZ AT AR A O, [FRE, 2O 40P RecG I [A) TEEPiFIBY. DHXO9
(RHA)PIRISAPK (Hogl) B, LI K RhoPH 1) [ T/ Sen1/Senataxint 4 ] L) 75 4 P 53
1) ZE RN 2 11 [ BEALEE B3R FRRNAIDNAZSAS /A (R

HF FIR B P L8 R 5 T LU B DNAS i 3B RN A SR A1 11 3 S JE R X
A LS R SORIDNAKE I AB R, PRIE, e AT T SRR i 3-S5 A 338 (Transcription
replication mediator) (K1) . KIHF E IRecGEE AL FRRNADNAZLAS 1A, HHES 5DNA
X %, i RESen1 g B S DNA K I XORIEL 3% s i) A A= hilf i, FRARRNA:DNAZRAL
VRIS (IDNAZE I T LA P03 7 EaRid R, Senlil # 5 RNAZS £ 2 INrd LHINab3
TE I A3 [ 2 SRNAE S HFIEAL IMRNAFE 211 . 1% 5 A1 3 261 56 = Poly(A)
(Z MRS 5 5 RN R Z1l, BH/NrFHZARNA (small nuclear (sSnRNA). /)
43T H4-RNA (small nucleolar (snoRNA) 1, g AR Fa e #5549 ( cryptic unstable
transcripts) 7, DL B Rk mRNAR B 2 H4 R, Bigvm], A4k b Senataxin i 2
5 02 T BORS Bl 005 2 B 9% 23 (Ataxia-ocular apraxia type 2, AOA2)PVHITV 2 JJL 25 45 1
(F4%) MZ= M4 (Amyotrophic lateral sclerosis type 4, ALS4) HO4% e g o 28 38 4T 11 55095 1 32
[ES )8

K1 W R FIEEHRNADNAZA ATY B IN 1] 4 A T 2R A7 e s

SR T E Fey5 i
RecG PN LN RNA/DNAi# e
Rho KT v RNA fift et
GreA Kt # AR T
GreB PN B SRAER T
Pifl [ifan: RNA/DNAfi# jigh, £x2 54T JTFRNA:DNA

HRATARAINR T LA B A2 o) S R DRI 40
|- DNA-EE A 5N 35 D 7o 3 s SR T 1)

Rl
Senl/Senataxin WERE, A RNA/DNAf#RE/, 255 R 2k
ASF/SF2 JNE-NDNE ab Z: 5hnRNAPHE /Kt 5 TRE 1
RNA:DNAZAE A TE A
THSC/TREX-2 [N fEHEMRNAFE S RIZ
THO/TREX A TEHEH FATAhRIZ 4
L R R Ok
Hprl 2353 THO/TREXZ K i 111
SRSF1 [izats % 5hnRNAYHZ




DHX9 (RHA) A% RNA/DNAf#ERE, 7EX- 8l R ik
RAEAEH
SAPK(Hog1) [Las: T0 3ok Mrc L IR A0 B X0 15 1 1 DNAKE
il b5 Rl s

3 BEHHEF EDNARHIZ MFHELEM

JEUAZ 4N U DN AR I3 5 I DR e S TR AT 22 58K, 49991 R 600~7304% 1 FR/AD FIS0A% 1R
IFEo DRI, A% 20 i Hp ] B3R A T (K DNASE AR I R S A T BE S ik b b5, B DNA
I 2 FIRNAZE A2 1A SEAH 7 7118 B I AR 8 Bl e A1 [F] 7 T 2 s B 2 . 5 AR TR,
BURZ 20 0 P () DNASR 3 30 R R B S SR LU A B3, 20 ) N 17~33 % AF MR/ RD Rl K 417~72
ATmRIFL, ik, EH R L BIDNAK I8 RIRNASR A B2 [0 ARG . SR, 760
LR AR AR T, EAZAN P (3 R S & R AR B, (EDNAKE RN I R 5% 2 ]
R AEAAFE I R LA KR e 343841 DN A IR L DR 4 53t 2 1) (4 A T o LA R K
I — R IE N FE ST = A I 22 T HDNAR $; — R IE D S B P B RIE, I
L MIDNAS Bl — oAk, JEDRE SRS R 140 H 2431 77 % DNAK K 52 m 25 55 22 b
DAEWE A IE S 2 o BRI, RNAFE S FT 7 FIDNAKS H SRy 7 B E ) 1 e 11 1
(Topological constraint) £ [A] i k2% 3 K 4 5 RIDNASL I SRS ST o 6 K AT 1 FH e
BEIRFTE R, 4 DNAK I SCREL A AR, R DNAK I X WA shifi % kss, H
EHIAT LS S B N e i DNAIR,  JEpla e i Xk, iy, R SCRT AR Bt
B 10 1F R 1 DNA S 1) XN 19 i S R S B b 17 22 DNABEAH B 551 T e xsy T
(Chicken-foot) 4i#y ([E2) ¥,

FE DR SR I RIR v B B2 P 2 00 XL ag 5l o WEOT B, FEBEERINEL, RNARS
il 300 S B AR R S P o PRI, EFHEYDNAS # SN, RECNIRNAZE A /] fg 3 [H
RIETHER . B, 4EEDEE %k A AE S RAME 10 IDNAX BEi, RNAZE A Bl 2 4
PRSI N . AR RN, RNARAE HEES S T HEIDNAS G g 5. itk 4,
MR RAEDNA LR AER, i DNAMEY) (DNA adduct) , siffiS i T3
HE T A EBRIDNA 0451, 2B IMRIA A DNAS HI XAt BE4 oy i,

TR SR, DNASE I SUI RS S vl DL “ 037 B WA AR (URNAZE &8 . McGlynn25H4
W LA L) SR AT B ColELIY 55 46 X 2 S P e G Ak _LrenBHRN 710 L R,
N At B DNAS i SRS S5 52 3198 (RNAPS) A B A 32 5, KL 4 DNAK HI XA
RNARGBEAL TAH A B0, DNAKHI X A4 EIZRNAPSs, 1 W 4 [F W s, DNAK
NHAHEEIFHRNAR A

RSSO R, RNAR G BAE S N AT e — PR PR =i k. Ak, 41
JRELE e (p) ppGpp” 2+ (ppGpp S5t i35 A K 7= A () —Fb ™ VY e i 42 K7D
DL AR TF IO RNA SR A g 52 G Ak GEAR T B FIRNAZE A 5 DNABIR 45 5k 345 ) 5 DNA
BRI 2 AR, BBt IORNASE A, RN BT H B4 (RIDNAS I S, i,
GreAM 1 GreBMRIDksA®, LI K MEd (S BEE IS 52 K 1) 25 oA H5 B RS “ K7 /EDNA
BT A7 FIRNAZE A 5 S A R o gl

4 RAEZERFA KT E

REAGEF4 AT AR L6 DNAS i X BHES AT AR H— FR B FIDNAR A, WIDNAK i X
B, BHI 0. DNASUEERTZE (DSBs) FIHUEEDNAZS B (ssSDNA gap) 25 (K3) . X
LES TR [RIDNART K 22 50w 23 P AL RS20 48 N B AL N LME 52, DUR AT BE R
5 DR S T 5 i D R 572 A PR i g 4 150

4.1 FPRFRRERIFMEA



W2 WIIURW], Ab T U S B AL T RIA A (AR DNA LRI 4 b 2 2140077, A6
DNAXUHE I 24 o L AEDNAWTRESE . Ui, AIH N I RIJEELL (HR) RS as) (K3) .

A
i
RNASER 77 @) DNA B ()
— [ S—
RNAP o as
¥ —sp$
YR MW )i AT
TE P (F)DNA X R A2 %
it MR e [EASORAR, R MWL AF L
+4+++ .
\d ) »
s mfa.MC = R
m 3.

RH

B2 R 13 DNAK ISR RIFTE 15 &0

A: DNASH SN SR 7 1) o P AT I A SN, S ORI S5t ji 7 B 38 (0 IE A MR B mT i) I B {IDNA
REMIOAEEL; B « RIS INDNAKH XA B &5 1K) 2« DNAGEIL e (fork reversal) [RJL3; M

PAY

e 5 R OB e R S DNABE P S 0 XUEE 1 [7] It (i BERNADNAZRAZ
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RAESMAEESE  EFDNAEHR RAARNERIEHE

13 REFXTDNAK il K R 4 7 5 Y BT B2

LADNAR T SCRUEL S [Fl 1 A2 2 9 ], DNARICES LRI, 7353 I DNATHT 3 HEAT i i B DNAR 1
(K ik, BB, S Z:DNASR BT RIANRNAG T2 S P MIER, WEARRA BRI ER, WIDNAR Hln]
LAgRS:, 1500375 % = I A IRIDNAH HE .

[Fil 5 T4 32 2 T8 52 DNA XU T 240 LB 25 6k, 23 JIAE BLAZ A HISIG, IHAH R 5%
A fUDNAS T FE P AR o WH9CR I, SRR s (R AR FREA m] LAMOR (R FE 4 . %o 2
iR} (S. pombe) A ZEEERE (S, cerevisiae) FURIFGT AN, X255 HE DR S S 16 () [ 5
41 (Transcription associated recombination, TAR) H:4: £t RNAZE A B VR AL 1) 3 K %
SR, T HORZ HIL/EDNAS S RE b o AR, BATT 5 BE R s FIDNAS il 2 ] [« 5
19K, TR THOBR R AN K T 13 DksAZS AR bk T LA EIEIX — B4 15092 ) Feme it an
Moy, THOJEHITho2. Hprl. MftURIThp2ZE (4L & &k, 284 5Tk R e
N A I BOZ S A ARD BRI, I BRI P AT S IRFA S e, A5 PR A S S A 00 e
G, FEAE B ) RV 410, [RTRE, 2 DRs AR KT FT 11 20 i -t 4 3 Fl 3 DR % S MIDNA
S T <pPgE”, % S DNAB T B2 FIRecAH R R 8 F4 e v,
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PRI, TAR IR ARAS J5t PR 5 i DS 2 S JE BRI A R AT O o — Tl e S RIA 4 g v 7
FEDNA CIEBEIR ) 25050 5 5 I AL (U RIE (J413), sRRERIG T T DNA
U240,

5 AR [FJE A AN, K2 H TARSTE AR K5 A7 W R XUEEDNA
W4 At, I TARTT 5 1 T 42 A 70 59 A DNA KL 11 S 7 BT,

TAR I AT RE A 4 1 15 P T G e PR S i 5 | A PRI ABE A% ANREUE 1 o A3 DR 2 R AN R 8
JiTl, TARFETEUT A AT H AT M AE 2 o (HATLUEE RS, TARMAR A W] BE e it Gtk
PRI SR DNAS I T4 BRIk, TARILG AT A IR RILECRZ 24 vh 3 i A7 72 (1) —FFDNA
e LA, (XTS5 DRI 2L P R P B 0 2 TR ) U 440 B9,

4.2 BEREFRGIRERRE

PR S BR AR m AR RN, 3 e 3 v AH OCHE DR K S AR Fo—— L S QIR I Bk DR AR
(Transcription-associated mutation, TAM). 5TAR—#f, TAMJLFAFAET Hr-E YR A
el .

TAMA g5 BEEDNARIIAT Ko THAEOLT, A7 T 1EH SR s A F AR B DNA R
FEAF R, S p SO R EHT P B o . DR, R AE SR IHL S IR o AR AR R
JEREPI sl ferh, BB BRI o e 2 TRIA, IS A AR DNA LSRR IN ) 2 4 ' 2
BB ) DN ARG R 5 32 400, JFAH AR e T EFE R R R AR A . ARSI S8 (T 9 45 Rl
W], BRI RecG IR AT v 41 i 2 PR R 25 A ok PRI sy T A KR PR Lac L R SR AR ARy OR
KA.

WEFER ], iz S B 2 PP R A AR 3 AR DN A B EE o i B 2k s b
A LA R i 3t RE e 4k PR o I B S H LA FRUFEDINA B (1) J L3R B Lt AT
XU HH 14075 LA RO, [RIRE, L DRk ) T A- R bR - 14 L R - R e AL At £ %
Pt T ok B DR A s PR AR B, 00 T2 R 189 1400013 2 2B, Gémez-Gonzdez Y
TE BN ML A B T Pt A SROBRARU R I L 5 1 ot 2 s 1) I 5 5 ) L s e Ot 2 Pl
(Activation-induced cytidine deaminase-AID), %[t n] LURE S 38 o =l EASEAR i it s e It 22 ik
FSIBR, FEAEAR KRR RS B T ARREBE I BE R AR % . [FINF, TR R WIAIDZ HR
51 I DNAKUERT 24 S L A5 91401, 35 WL Bbk L 40 B PN 1) Jst 8 2 [XIBCL6 .« RhoH . PIM1
FIPAXSH B 23 A B R R ARAEAE 25 R AEAE & 5 GHREE FIDNAFP FIAL A, IXEEAT AR LR
ITE I b FBAL o 5 IR A7 fUE PRI SR AR A SR NS e A o L I AR DNAXUEE I 24 1)
A8 HAIDAT K,

5 R =BHRY R Z LA REBIT IR
B MKILTFRLZEGAE (SCA) « FIEWPT . BhL LA SEA e WIEFRARM

WX Gt AR EE S AE I AR ARSI RGBT HER M R A S =R EL M DA
DNA CAG - CTG. GAA  TTCCGG * CCGI\H M RIATR B A 5. ZEMIAM RE
WY, bk R R T A TR DNATE B S i 25 T R RIR 9L, g5l Y fE ARk SR RS SRCTG
CGG . CAG . CCG. GAARITTCIH&AEEEFHINILMRA (K5 B, LinCym st
RI, RINGHIIEACTG CAGHE E A1 AT e AT M. 5 & & GCHR L)
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DNAE B 23 R385 4 RNAGE 52 14 T i RNase AT RNase HEUE (1172 2 REF, 4 RNase
HLE 1 P a PR RNase HIFIRNase H2/, S AKH6i [ CTG « CAGHE & /7 41| (A Fe e Pl
S8, Mclvor P i, 71 K AT BRI 2640 b SEGAATTC K CTGCAGH
S HIIN a5 P IR, HEEE R P AIA G AT, FE B4k .

BT, REEAR I T RNADNAZRAS AN T =T IR R P 915 B ARG E (1) 701
Beo b, AUUEALET A MUK, $H T RNADDNAZAS A RNAZ T 75 K DNAK
ML (4D PO AT, =R E R P PFE S R PR RN, o () U DNA
MRS ) RZAEWTZE (4, T0) , ZJh HIRNAG| S IDNAK Hl= A L e s AR AR % AH [A]
RS R TR E G A, %755 Wi AR I Y B R B DNAZS 6k (814, T3-6)
BH 5 B AEDNASS B2 S5 S DNASIHIAS, PR R T 50 5 91 XU (R AN R g 106

[, K A LA IG = TAEER I, 5 I S — A T R B 2 L2 P8 57
DNAS il X (1) f BEAEABRR RN BE DA e sk R b i A Al iR i 8, TERCIEB I — 4 451 . X 4EEB
Y DNAZE A4 23 5 M DN A S ] 2l 2 Rl e s 14367081

T5
T4

T6

3—3 ,_&\ e

e
T7 oaf e T3 ! R-EF 4 RNA

¢ N T3 —\  EEDNAE &

= _L: ]

EEDNARFZ|H 1E X \
_{\ v o =N T2
— -

ZH xR

B4 RS RN =B R ER 5 T EDNAKIY BEHLH]

Y, AT IREL PR T, iR AR e 2 AR R B IR AR kR
LEW TR B % DNA 25 H#F al 5 T-H0 RNA R4 1T s 70 b/ BURIA A1 I R 1

SR, RS RCHRIE ) MSH2/MSH3 & &35 CAG Al CTG EEJFHIE LK) DNA
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RF G PR O RTRATBRBES A8%, IR ML T 360K 9 T B2 U AR R 70,
MSH2/MSH3 5245 il 505 — He H9 1507 1T 0 B P BRSNS . 5607 (Bulge)
5 DNA B (loop) 44, JEH DNA-EE (150 & 1. ULy e p S DB e 1 “ b
S5 RNA B A HEH 21021199,
6 RIEHEDHZRIE R Wi £ 42

TERFIRAE B R, HEPRILL P LR A HORBR 45 1T 5 15 SES PR ) F 5
Pl 7ENFIEINAL, B0 KREFI R IR W T LSRG S 1y R 3 RIS
B B2 ) S GBI, i, RERZE Kol 1 3 BEDNATT it 35 (1 ot
DR W P b AT S 2R (1R PRI . DFFTem), SRh A B TR 4L 25 1
H3KAM = HEA IR (5 LI MR AT ). SUAEDNALL T £ UL (AR (F7%DNA
LR A A kL) €7,
7 gESRE

AR, L 0 B RIS AT T L 5 298 2 U DNASE . 71 R s FIDNA
SR “Phoe” . N T ISR TR A, SERIAE A R AT <Rt 15
“DNASZHI” BT “Fl” 4140, LU AE Ghge. BELL, JEpEE S SDNASHLZ
R R BB TR IR R A AL, oI R R RRIF 2 5, REFAT
DA HI T4 S IR T 0 7 TbE. b, AEW)RIOR e S A S 0 TR
EESAEMRIZ LA I £ 5 FORNaseH FIRNA/DN A i 25 T B B RNADNAZLAS
Fo R, FZERFFI A 4 Tie R T A | L PR 1L R e 1 B 2 3 R S P
FEI 25— A 4072 I S RIF 97 Hh T L 7 A DR s 7 1 5 DR S A U R s
AL R, e I T A 1 B A i P T MRER T A MO 12 5
ik, BRI e S AL AR P

S 30k
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