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Abstract: In recent years, direct neuronal reprogramming technology has become a potential new choice for cell
replacement therapy. Direct reprogramming in vivo converts endogenous cells into desired target cells, avoiding the
immune rejections caused by exogenous cell transplantation and effectively reducing the risk of developing cancers.
At the meanwhile, however, direct neuronal reprogramming in vivo is faced with much challenge such as low
neuronal survival rate, low reprogramming efficiency, and the necessity to regenerate specific neuronal subtypes lost
during injury or diseases. This review mainly summarizes the progress on improving the efficiency of direct
neuronal reprogramming by means of the applications of the antioxidants, ferroptosis inhibitors, anti-apoptotic
proteins, the activation of neuron-enriched mitochondrial genes, and the use of epigenetic factors and combination
of transcription factors, which will be of immense help for its future usage.
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1 HEMPERERENE TN RER

FREEIBAT PR AT X PP 22 R G 0 H S A
CIBUIUE HEZS v S A 1952 el N L2 5 eh T s Ui
ZRAERITAR, REeHAE Do ME AR
PG SR E R A U Rk, Rk RE
R BE BT AR 22 e A A DA S AN il B AR T B AR E
WEE W gl g AREIT R A EREL R L
o BHEEBEHL . I T4 S 5 0e 2
METT. T2 T4 (induced pluripotent stem
cells, iPSC) /MG BIFHE J0. B AL E L3 R
JUEE O, BB E LA B E SO A BT A R 4y
R E T B — %, OB RS
— PP R T AT L LR AR B 3 A — R R A 4
U, AN T EM B, FrR B Aok
LIS S50 RS 5235 B UMY s i LR A B B g
7RI B E T R VE AN AT B2, AHLL iPSC 5%
BRI e A A R 1, (RN AT DA S 4 A2 A
e HE R b, AT RAF S ar s U . BLAE
1987 4 Davis %5 " gt Rl F % 5 KT MyoD ¥4 T4
Y B R oA BUVLEE M, 3] 2010 4 Wernig S50 %
H Ascll. Brn2 Fl Mytll 3X = A5 56K 1% B £T 4
YN B AR T MY, GRS T A A
ARG, IS R IAS R (0 3 55 DR mT o 22 Fol
AN AR AR A 2 oe R MY Hr,  FIH
EZERIE T IEERSN, RN DB R Z P
T, FEAFHRAREMEAIC. GABA BEHEA
TG ZEEREMETT. CBEBREME . IRt
IR PV 5 1o E2l v N ||
s, UL AE R G 2R R 1) 7 VAR 10 R T R o 4
TEREIG AT TR, A LeAE A B T o 44 i 38 o
2 TCI L AT B i B3 AR e R AL 2 TT I 25
USRI ORI, R X A A
1 1 (polypyrimidine tract-binding protein 1, PTBP1) ]
FEIE AN Fie ST I T AR ) (1) 2 T e It 4 M 2 3
R e B2, BARA I E 5 b A P f 7 2 2k A
ANKEE S, AH 22 P S 56 UE 498 22 BH SR A i o 248
NG2 [R5 2 AE A oA R ph e orfi sk A, T HA]
U 4t A 4515 5 R Sh DR R K Th BB SR 27
BEFRAEE RN ER BRI BRI b, G T 1
RIBKF (R RRBIRL), a3 K]
RIS AL, AL RTA R 725 0]
FEAA SR AR I 5T 4 M e A w2 5T, I T 9500
PR DI RE R

T g R RS 4 A B R R T i o 4
M. A 4E4rf. 4. B 4E M e NG2 R 5 41
P U320 o, B0 M o 400 M A R AR A 22
ARG R R Z i) Z AR & o B,
mH R R4S s it RAHIE, HR S KA
ok B, B EgmRE M EE T A a R R RIA
sk, NHRMWEALRE . 1625/ ¥, miRNA
PR HI CRISPR/dCas9 $ A B4 s A 514 % %
& P, iR 02, #h A gn i B i g 2
HARMPRMEELENEIN, B 7IdEREHRR
RI7, DL B RT3 O 3 s IR -1 R IE 7K (1) 43 1
VERI AT R Bl R E g e U R d sk ik
BRENAREFE RN FHE, CEBSR
B M oA, B, T4 E Ascll.
Brn2. Mytl] 7] ¥ 55 3% (1) BCAT 48 40 Hu 4% 0 AL o B &
FRAE 2 T ) Bk 7 Neurog2 5 Dix2 W] 4y il
H4 55 TR RN R 2= B2 TV ot 4 B 73 A e 4y 2 IR e
M0 GABA B4 IC ) s kK T414 Foxgl.
Sox2. Ascll. DIx5 } Lhx6 v ¥ 5% 37 I8 5% 21 45 41
WL %% 534k i GABA fig & e " =Rt A 74
B (Ascll. Nurrl. Lmxla ; Ascll. Bm2. Mytll, Lmxla.
FoxA2 VI Ascll. Pit3. Lmxla. Nurrl. Foxa2. ENI)
A] R B R AT 4E 40 i g FE N 2 IR RE R 4
G U g D UL Ascll. Brn2. Myll. Lhx3.
HBY. Isl] J; Ngn2 8% %% 5% K -f Neurog2 5 SOX11
A /N1 1 forskolin A dorsomorphin #E 7] ¥t 1% 77
) R LT 24 21 2 o34k N TR REL R RE e e 1) 5 %
KR FHAE Ascll. Phox2b. AP-2a. Gata3. Hand2.
Nurrl J% Phox2a P ¥ il 21 4E 40 1 5 B 1 1 o7 40 i
FE L E T AR R W s BRI T
4 (ASCLI. NEUROG2. NKX2.2. FEV. GATA2.
LMXIB ; Ascll. Foxa2. Lmxlb. FEV) "] ¥ N\ 4
Yo By FE N TLFR O RLRERI & o0 Y5 5 Beah, 1E
PR3 & 2R IR 8 5k K F NeuroD1 W ¥ B JE 15 5 41 i
HONWABERBEEMEA TG, FN e NG2 R
o W % Oy AR A 2 R BE A 4 TG R GABA REfH &
76 B A = A sk K NEURODI . ASCLI
A LMXI1A4 V) J miR218 W] ¥ 1 4h 1% 7% (1 N 2T IR
JoT 20 BRI /) RV P D T I 4 i B g R R 22 L
REfZ e P,

R B g AR ROR AR I B A I 5 AT 44
WL A A 2 o0, AH, W] s R S B e
HFEAIIR R — . oM B AR AR R R
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BEAR. e, SR 4EAnAR b, BRI BT A
ER G R G It (2) KRR R B, 78
4 R o R 2B L A A L P DX 3R Sk, B
8T He A Ry € X R 2 e R . i, A2
KGR 2, B SR T Sox2 ASBE K B T 1 5 40 B
S 2T B, (EEESUIR M i ET BLSEEL P (3)
KRNI BETTRoR, SRRIL e &
5 L1 E G AR X R ML 70 A 45 B H Rl 42 T I AF T
ARFELW . LU ERIRIRR, Mg AR
W ) 4 s P R B 2 R A0 3 s SR A B
N, BURARRR £ Te I S Ao 8 o ] 10 38 4% 22 5 e AR
M TTA R oM e B . XL
[, H AT 2 7 U JUR 5 % BLR mp 2 41 i
EAEEMAEMAR, R E RN AN
L BRAET A EI RGO TR, BRI &
AIERLIRIE DA, 32 PR A% R 7 R s R T AL &
G BAICE 1) RLRIR 3 BN IR A b 2 20 0 L
I AR RCR I FURERE, IR AP B AT 5 A
HRK 22 R G O IR T S ST ) S

2 REEEERESNERNGE
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Reprogramming-induced neuron

Ell {EefE M B E R ANE R

it F o B o3 A R 5 — Pl A0 i 2 B % G B
HAT, Bk 2 B IE 48 22 W AU 5 72 0 AL A B
HothEEZOEN, AR NERELRE
A OIS T 7, R A IS AR () e v 2%
e B 102781 s 200 i T T 4 440 i R A IR R 4T
JRL AR 7 OB, T 40 22 T 2 BB A B
BRGSO 7oRk PO Rk, g ke 4
A R TR A B E e i 4o, HRAE
AR B et TP E e A i e B 27, kadh
A 1 5 3 A ORI 22 70 I A 2 S N i 42 e R AR A B
3, MIRERERE i i 4 o A IR AL, B0 ANED
(AL B R AL ¥ v B 22 I B A B IR AL ) IR
P T i TR () B R R AL, (A A A S e
T3 8 o ot 48 A DA R 3 9 14 A (reactive oxygen
species, ROS) 17742, ROS & BA & B I8 i
W15, ok ER g AR T 4 T A7 i 1)
BRSSP BB g AR R B2 %,
WAL, LE G 1 S BN P B 4 S B K TR A
FRZE T IR0 T 17 1 28 AR R I O R AIE () PP 22 B MR B
155 TS XA MR T O AV 2 AR RSN RO
B2 TCHE I A IR 7 S DR 1 AE AR N Sk 452 403 R A 858
SIS OR A . I, 7R E AT B AR B DA
A 2 T (A7 35 26 R i e A A B0,
HMENBTFERIT, 5 B AR PR RS AT DASR & i 42 40 i
BRI R Y, TR RS R A
MIFET:, AT DA BRI ph 20 5 A DR A 5 1 S
152 J5 401 i F 2 4 P2 T B 90% LA BT Brga K
HA = (calcitriol) it IE 4E £ R D 24K (vitamin
D receptor, Vdr) @42 R E R, FERZRA
XM A R TS5 B 2 O R R,
He R B R a- 4 F = JAl (a-tocotrienols 3, aT3),
SE =R, e T e P
2.2 N T (ferroptosis)HH]F

R 22 241 0 T4 o R O R el AR AR 1
TR FEEAE T, FEREBTRMRER S =R
b A5 D H BRI AR RN A I H IR I A 0 (glutathione
peroxidase 4, GPX4) i PEFNH, i AR Bt Ak U7
i S5 ik SRR R AT T bR A8 TP BRAE T AN I 5 i 4R
e ) =R T SN el iU S AP b N 3
AR TR 2 T ) A AR, I 5 B i
BN EImAET: BT WS EOR,  FE A AN i L E
Pk B TR S IR R T A ), B R B AT -1
(liproxstatin-1) FJ DAl 4 Jfa 4% 46 el 74 o k26 ) g o
AL, REMALICHAER P, GPX4 g i it
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AL JE R HA A Y T B 1Rk gE T T
T AT AR e A g R R R AR 1 A
2.3 NAPUAT-ZEHBcl-2 (B-cell lymphoma-2)
Gascon %5 P/ 0 £ B, Bel-2 9 1F A7 R
S HBUETAERA R, RIS ERETH T E
F1 Bel-2 80 05 Bt 8 4 SO AR R 1 3, 1]
CABTT 1 3% A R 2B IR B AU R0 R (0 DR 4 i T
T2, 33— bR T R 5 4 1 A Al R T,
Bel-2 1 3= A A 2 il ft s o Ak Sk (g ik B2 B
Jiz 5 240 i 1) ¢ 2 T R i B AR, sk R 5 Bel-2
G A o] DS e 0 A A5 B I sl 22 0 S RR 1S M 2
TCIEA KR R A, BRIRAMAET 3. R
A M EE-Bel-2 A # = 1 8 R I8 5 K Ascll /%
PR IE A M AE TS 2, (HIEAMCR T S AT
Bl. SZAMMIE, R A(145)-Bel-2 13 A1
T SR Ascll /3 RS UG 40 B 4% 40 A B
ZETTI LA, A 0T B e 6 4 L ) A0 2 AT S
FEVER. 1 FRAR AL A(70)-Bel-2 AN HE R AL 46 41 i
PIFFIE 3, I T G % A AR 2 T i b
fil. [, A(70)-Bel-2 A1 Ascll 3t [F] 22 ik 3145 ()
ZnHREER M HEME 2. AFK Bel-2 42
TP 5 B W I o 4 8 73 A N ph 22 o i B 5 a4t
oo A A Vs 1B IR G Ak, Bel-2 AR
T R IR SN T Neurog2 12 TR 5 40 Mo % 47
1o w2 G B R 1E Bel-2 I BT B 45 1,
A(70)-Bel-2 fre gt 1o £ 240 it = 4 A2 ) 28R A i« (ELE
FE Gk Z fe M 2 R AL T I DL T FERIE A(70)-
Bel-2 8 HAB S5 Bel-2 #AS B8 175 -5 4 £ 21 il . 9
o IEMFERIN—FE, FEARN Bel-2 A 23 =
A PN B B g R R FE AR, AE K B 2 (M BT
Ji2 J53 248 PR AT NIG2 Ji Joit 4t i b o & R IR e s Rl 1
Neurog?2 [ i BX A Bel-2 AW I8 i 545 2 (1) #h &
JCRISCE, T ELIE s e 2 o ) s BT
285 K F- Neurog2 5T H Bel-2 B &
Tk FHPUAEMFIERR, 15 B M & oo fe
B PR A7y ) () e 4 8 BT [RIRE, ] ps3
(Protein 53) {2 T A%, LAAHCG M8 FH IR M ph 22
H 72 [AF (brain-derived neurotrophic factor, BDNF) F/l
‘B A K H H (bone morphogenetic protein, BMP)
I 7] Noggin 25 H, 7 LAJkSS ROS &AM, fliF% )
A5 B 0 28 JCLE - UPE B0 00 P85 p A7 s I )
ik 8 A, FRREE S T R, BRI
P8 T8 A AT DU SR i i A A3 B s 42 T
A7 DA R 2 40 B L e L mAE AR, Rl 2

15100 5 AN TE & & ROS I3RS T R A 1 34k o
24 HEMEZTLE SR AEE

Russo % "7 [ 78 &R, M2k 2 DNA 1)
FNVE P Cas9 B [ (dead Cas9) 75 F4mtd i &t E
B AR AR R R O, ] R R S 2 A
BHiEERENEEANE, Pl TREAPELD)
RERTE S E AL 1 (superoxide dismutase 1, Sod1)
LA 15T Sod1 AT A WAL [ B 2 (peroxiredoxin
2, Prx2) RJ 3G NS 3 A4 e B v kS 4 40 i 1) 4 5 DL K
XIHSH AN ROS, AT $e i e s R 1 EE 2 1
JFRNPATTAEE S, (RS TTRE, A
Pt oy Al B 7 X R I LR A B 1 T R g A I
ks IS AR VR

TERA R PUEATE RSO T, 5
ZETUE B 2R H AT 2 A e A 4 i
PR . SR IATERR G Pgam5 & 52 14 AH BAEH
B 1P 1 (receptor interacting protein kinase 1, RIP1)+
RIP3 HIR & i 2 WG A 45 K 1802 11 (mixed lineage
kinase-like domain protein, MLKL) %54 T [ & &4
M2 R 4 7, e T B M AR SR T A Ascll Ay
SR ERERRING P A, Pgams I LR
.5 7741 % 58 1 1 (dynamin related protein, Drpl)-.
U T2 8 B BCL-xL I 2273232 f& FUNDCI1 K
WERAR NI IZ) J) 5%, XL A TCAE S
RIEDIRER SRR 7, FRE, RS R
& fA SIC25A22 (solute carrier family 25 member 22,
WARN “GC1” ) 3 i W 5 43 2 B 7K P AR B 4 12
Hersm e U K5 E RN 2 (arginase 2, Arg2) I
ki A Gst3 (microsomal Gst3, Mgst3) 175 5t 2. 3
P T R 2 R R A E gm A R U AR
X T s SRR R AR, E Sodl
T2 pR A A0 i B AR AR AR R O, X
5 HAE MR AT A PUA R Thie— 5 Y,
X SE R R B e o3 A0 R AR I S 4 e R S R 2R R
R A RIR B B, BATTRT DA A R 2R
AR RS DUR S 4B iE 26, AT i 404k
W
2.5 ERAFRWEREE

G oy Jo T B8R AL AE E 4w FE VLA B, R A
S gn AR AR M PRI R R . RS s AN i R S G A
SN 3 3 AU T )R R R IR G (1 TOIR A, X ek
PRI A] R AL T4 (R- Bt )5q ) BT (L- Bet0 50 ) 4R
AP KRETARREN ARSIl A,
b IR 2 B AT ARG N o3 A0 N AR JE I 4 T,
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2 AR KB I e £ ot B 28 IR0 L 4 2 S R 3 1A
Gt o X 3, A4 S 46 40 i kR S IR R A 2 A
FHRIL SR I a3k, HET B S & o s AR o
G tr Jo7 58 50 B4 4H B 1 25 SR AL A A 55 A IR
(valproic acid, VPA). DNA H 3468 Fg 455 5- 4
7% -2~ I (5-aza-2'-deoxycytidine) APTIA IMLER
(ascorbic acid) 534 n] DL = 4 40 A 25 g 72 1) 3L
2 B, W oR, A =Rk N T NEURODI
ASCLI F1 LMX14, VL J miR218 ( 4iFK NeAL- 218),
A DA AR A5 7 0 N TR 5 4 LR /) B8 A 7 1 2
TR I3 240 i 2 20 e D9 15 3 2 LR RE A 42 T (induced
dopamine neurons, iDAN), [ B 4% i 0 2B K R 7
(TGFB1) fI/N43F (VPA. Dec. SB. LDN. AA. CT
INEENA Ny HEZ ) W] 4 v A TR M o 4 L 1) B 2 A R R
[ o FRSHE R A o i 4 4 0 16 43 T bsid BV Wapinski
BRI, Ascll 75 LAY AR S A bR E MR
AL BTSSR R T, LR AT 44t %
WA T, X5 Ascll TR R A T FE A o i 2
DR 2 15 R e 0057 JCRE B8 () I 8 5 T — 33 1590, 18
microRNA. CRISPR/cas9 Fl¥% %K -F Nuerog? /-5
) S 2T 24 24 L 380 o 228 T PR 4% A o 00 % 38 G £ )5
A MR B R, Yt R AN T
Chd7 (chromodomain helicase DNA binding protein 7)
T HOE SoxC 48 e 55 K] 1R I 1 B #l A R A
LE /N 1 1E % R B AN Al Elcsk P, Rao % PP R
I Chd7 £ RIEWACE, B R T dscll /v
1) B 0 1 o 4 i 2 0 A B 48 TG ) R 3R I 3 PR A1
EAE RN, Chd7 ZERFRIARAKS, SoxIl. Mytl.
Ebf3. Neurod4 fl Zfp821 25 S5 < ok B Mo tb M
KI8T 25 R 1%, X n g i st A 1
IR GibOR kY S=Bur e sl NY P Sp e /S i TR L s
2 it B T A AR R

Forskolin(Fk) A LA H 422k 4L o o n] S 1k, M
M S B = R ) Neurog2 /"SI E 4w fE 5 Fk /EA
S MIE) 20T 0 165 B P 15 0L T AR R M i d e Rk e s R
Ascll [/ 5TV [ 5T 40 M 1) A8 35 26 DL SR o A il 2
TCHIRCR 3 TEAF 2 R F (dscll. Neurog2. Sox2)
o5 T, FkI& AT et 4E 40 s MEF A& 48 i
IR, ABAE AT ARAT A 2 KA IR 7 I 15
T, Fk ALESFHEg i e =%,

et )i I B EE A B E . Brn2 FN
Myt 11 55 K- (R B R ak, ] oA 2 i ) 2 WLt A%
Rtk 2w o AR AR i e i A A3 B s 42 T
R U R AR G R S SR R 4R (1 H3

R IR 4 FF I AL (histone H3 lysine 4 methylase).
HEH - Bz R N- H L F 2 B KMT2A (histonelysine
N-methyltransferase 2A) Ffl KMT2B, SEICEAE UK
e U2, BeAh, R DNA & H AL %R
Wi A% [KlF Tet3 (ten-eleven translocation 3) A1 KMT2B
13 BT AT 44N A B B At o Th e e o 0
A, MoyD A3 11 N BT 4 40 i 1 A 58 4= 5% o Ak
e ta R EIREE Ao Y xR, HAEA
HH LA AE P 28 T A A Y B 22 —— B O
A3z 5136 Bh 22 76 1 T A T R AN 248 0 ) BEAH 56 = [
frymr fet B

JERTHIRE AN, AP A0 P g A R A
FHAR B 2] B4 m i & T4 R B gm AR N 2 Re T4
F ) 202 B Sotthibundhu 45 7 K LI A £ FH 41
& AL WAL B (histone deacetylase, HDAC) #1 il
. BE RS RS -3 (glycogen synthase kinase-3,
GSK3) #1171 c-Jun 28 FE A Ui 18 (c-Jun N-terminal
kinase, JNK) $11l| 7] . Rho #H 5% £& 134 (rho-associated
protein kinase) I fil] 5. ¥ I 1 2 (cyclic adenosine
monophosphate, cAMP) ¥ 77| #1148 J& 2 (melatonin)
AT DL BN B Bk B 2T 44 4 B 1) Fe 22 TT F) BL 4% B 4
T2, [ IS 3 58 e 2 55 R 7 Brn2. Ascll 1 Mytll
[PERik . B 2R B PR H AT e 3 B W T R
Mz 5 RMBAEEIE K.
26 ZERARFETASE

FEH IRRIE S 1 MyoD A4/ BRI 4T
YELH M (MEFs) ¥ oL i jg M, HoAth % 5% A
B SR D] 1 A W 8 e B A s — A 2 i 2R Y
A s — P AR AL . Ascll VR —Fi R A &
AR bHLH KRS, EAEMAG K B R
LA R RE ™, PR g, dERIE
Ascll 7] DK /IS B 41 4 41 i 55 Jm A A M 20T, 1E
g LI RE Y Ascll B WIRYE Myell #1 Brn2,  [F]
I 45 A ANIRE Brn2 R Myel] 7] 55 25 3 v e o b 3
AR TR 7 BhAh, FERAME RN
A YA Ascll 456 B RIK % F R Neurog2
Pe A ok & Rk Ascll F Sox2 5% Ascll, #7340 1%
PR TG R B B U

Mattugini 2 "1 & BLLE /N RO 7 )2 sk ik
¥ A1 Nurrl A1 Neurog2 W] DA fy &2 1 12 Jo 441
A HEAR R 2 T RE, (R INE A p A0A5 3 1 A
ZIUHEREFEEN . ERERNLS, BoNman
FRZE T BA 55 1% X 8 R P 0 22 T AR LIS G &S
M. s b, RO T4 Nurrl i
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HERIL G EME LK F -B (nerve growth factor-B,
NGF-B). Wntl- i 3 %73 # & H 1 (Wntl-inducible
secreted protein 1) Fl 4% {4 A4 K [K ¥ -B (transforming
growth factor-B, TGF-B) 1A L, HE4mfEitFEH i
AMPLEOE A HEH AR R 0GE, R IE T A
225y 3 1 B2, D1 M p21 S5 40 i F &5 A 13k
ik U, I (V) AR T e BT Nurrl 3
J BT I 40 2 R A 2 T R 380

Fh I B R IR R A K T Neurog2 f& PATE
A BRI R % 7 oA AR et & T, (H
A — /N 53 450 B3 I G P B2 T R I 44 o SIS 3 e 4
B9, Neurog2 #5355 R 1 Nurrl 4561, MR
T I 5 A P2 3 A A5 B A e B s 38 n 7 kAt
Nurrl 5 Ascll 45615 545 21| B #h 28 70 1 e 4] EL B
Mt B RIE Ascll #m 7 —45 "V X RPEMHAE
%A T Neurog 2 5% Ascll 5 Nurrl H45&HE T 2
TR I3 A W 7 3 A AR 2 TT I R R o I BRI FE 4 SR
BIR, Bk R A R0 AT LA o 40 40 i B

3 ERRME

BEARPUEAL . BRI T3 HI A BT TR
Bel-2 (1481 FH AT 2D B o Ao s A% o S8 A0 R0 A= (1)
o EEEAH R R E R, mHAEA T, M
ARG TR D B Lr . WETER I, ARIDTIR B- EAk
SR R 5T 240 M B G A 1 — AN R T, sk
Z & A& (59~ 25 mmol/L A1 100 mmol/L) H] A
TR RS F5 72 % 1a (carnitine palmitoyl-transferase
la, CPT1a) #1fil| FI4K L 5L 7] (etomoxir) 18 izt #1 i
IR B- “E AL (fatty acid B-oxidation) W] 3 o 22 41 ffy
HEEmAE T R, KFEEE 5% AT
FYEA 2 E R o- 25 F =M1 B & AR 2 RIS
T Ascll /PR EmFERFE, KRIRIGE A W%
I A AR TR R FE AT 6 358 20 DAL BRL T 9 v S 8 o T
RIEEE A A T HI R TR B- AL Bl 7T 38 5 2
S B A, X R WA s AR AR B 1R A Bl
T BRE AR AR R RS . B T 5 REE
B A I A B P 0 ROS T BRI BRI T E LR
R, FORERLE LT, ROS BEAEEMA mlEH .
DA BTSRRI, 72 HUEAL T BRAE T 4 i 7 A
PUH T 25 R 1 4 AR B DA s 4 4 i e
IR BCRERIFEI, BR T 75 S5 40 M R i AR
AT, N A% RS IE PR UK, B K
S, MK SRR FAER U,

PR R N S R e B S e S
AL, e ) oA U IE PR b iR R 2R X, 7]
PICGE ML iR wRE . MABEMETE &
1) 2 har A i 1 5k IR B BRI VT BB AE 2 AN KT A
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