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Research progress of cell conditional reprogramming technology
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Abstract: Cell immortalization has been difficult. Conditional reprogramming (CR) technology might be the
solution. CR technology enables normal human cells and tumor cells to gain partial stem cell characteristics and
proliferate indefinitely in vitro when co-cultured with irradiated Swiss-3T3-J2 mouse fibroblast feeder cells in the
presence of Rho kinase inhibitor Y-27632. When cells were placed in conditions which mimic their natural
environment, they retained the capacity to fully differentiate. CR cells have various applications including in
regenerative medicine, drug sensitivity testing, gene expression profiling and xenograft studies. However,
mechanisms of CR mediated immortalization are still unclear. This article summarized current research progress on
CR mechanisms and experimental methods to provide theoretical evidences for future research and application.
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H ¥ (Rho-associated kinase, ROCK) #1771 Y-27632,
A58 T 4 5 e 20 L 155 2~ 4 A A R AE A
AN PR B RE D B — Fh A s R R B CR
ARIEFAES . USRI JE R Rk 2 #r
AU FpRE FE B ST S U A T R R SRR 5, SR
FE S RE T FE TR CR R B N5 igg 22 0 H 5
29 R I B RS R T ORI, A E A AT A
CR AR K BARBLH], E N JLFRA R T CR AR
WEFCARGE . Rk, AR 2 ZX CR R B 7T
RS ATREMLEI AN 707 L AT 2818, DA CR 4%
A FRIBIF 58 A0 B FH H 1t B 22 (1 3R 2L Al

7)1 0B SE L 5%

1.1 RS E AR

FEAR A1 T6 PR 1) 4 47 58 R 7L 20 SR U (1) 1 & 48
IR 9 24 L 0 P A R 2 R A AR AR I T A
{5 T A0 M 3R AT 7K AR A AL G 07 V5 SVAO i 58 K
T H 5 #5435 . hTERT 3[R i A # 4k ik 7 A
HPV E6/E7 JE R ik i vk ™, (HiX 3 Fidid 2k
DRl 452 D\ K S UL 400 b 7K A A 1R 7 3 2 5 B304 T i AT 2
AFazg, 40BN pS3 A Rb AT IEEE KI5, 1
Tngm i e AR JL R . Wilding 25 PR KB, 5 R
GRARREAREL, 20t DL b 3 RO R AL ER I 0 A B AR
SORMFRRIE R ), (HEEAERPEREh SRR
— LU B A Y R KR, A R S B e B
PR, B mBlmEm R ", 2015 4, RIVEN
T-41 s (embryonic stem cells, ESCs) 15 5 ¥ £ fig
T4 (induced pluripotent stem cells, iPSCs) FEfE/E
AR B 1EIF HAORFFRERZ A, WAL 15T
AN Z PR E A, AR SUREA B X
T AE N AR M iPSCs 2 i i ) 1E /N BRUIE
J16 R 21 4 20 B Bl N B £ 4E 40 L N F N Oct3/4,
Sox2. ¢-MYC Al KIf4 25 M4 ¢ 8 73 A, Al 1E
WA RRRAS T MR, BB AR ) B B R I R
Z 1) A A T R I — 23 R T AR 41 ). M Lister 25 1)
RIL, AMIEHE R 2 DO 40 R B DR 2, 4 R DR )
R AL S 1 AL B 3 S B AR, 3 0 400 B R R R A
Ao Taylor 2 U % B, Ah Y5 45 S N 7 & 048
iPSCs 1) fey% i v, {815 iPSCs 7E I R L 1) 8 F 47
TEAR KRS ESCs SR IR T -5 1 I it 5305 46 14
BA A AN LT B A 4 i S5 8 1) 3% 7, H
ESCs B R B A7 FE AR BE ) 3, A0 38 410 1 £5 AT
F B AE ST NIRRT 1 A7 1 10 A2 i
W T ROZAMTEAL it 1 Btk 4h, HETH

BOARIKY 1 AR TS B 5E 17 5 3 ESCs MPSCs 7L N
A0 MK, BL BRI R M E R ) 7 ESCs A
iPSCs 7E i A = 27 s ) S
1.2 CREAR

T 48 I 40 B 7k 2B A0 D7 V2 R AR AR 22 iR
FRLR B E W, Kk, ST SR—FOE T
A& G T E A, CR BRI R Ha Y y 5 2o
) Swiss-3T3-12 /N BT 4 1A 7R 40 i 5 N IE 5 4
b B 96 4 P S [R) 8% 5%, WS I Rho AH 2 88 1 T
(Rho-associated kinase, ROCK) #]l #l] 5§] Y-27632, £
AR ARG IR I A A M R4S 58 2 T 4B B . 500
K T HiJ5 k%, hTERT #4Li%. HPV E6/E7 3
PR 3k 3 34 B A6 7 1 iPSCs M EL, CR BRI R k28
AHRRIEDN, ZERF 7 40 B DR 4 B RS R 4 A G
Jitk. 5 ESCs #HEL, CR HIARMNAEIEACEL ) &,
i, AR — A B A A AR K AE AR EOR, CR 4%
AR AL AMURE AR A R I H T R G B kR N I
Sto CRERCEME 2 N T HARES O, F
BRI RS HAHARY. MEATE
IBIT . 29RO 2RI B AR
RUGEST W EE B 2 VAN ORI T 55
1.2.1 Sl R

CR # A fE B 2 32 1= 4 B 1 44k 41 3 5 g 77,
Reynolds %5 " 43 51 SR I CR B4 A F1H B 41 i % 97
RS TR WIS B A, R IRAEAH [F) ) 55 7= I [A]
P, CR AR AR (1) 40 i B i 2 LS 7R 3R 1 379
f. A CR AR AR ZE AN T HAE
[ 22 3Ll Timofeeva 25 ! FIH CR $i A %7 i
T H R A M 2R, TSR A e ) A S SRR
NWTRE. 5 2R R SE BRI 7N R CR £
N VANE | 2L /B R A ORI SR T
Yuan % " R F CR AR EARAMT K E T — 25
IR IR T AL Sk g A TR i LR A A e 2H 23 4
i, Fo e KB BER . Crystal 25 P SR H]
CR BS54 37 2548 B M il e S5 =2 1) it e 40
Mo FR. BT R4z A, CR $ AR W FH R AE 1
A g Sr NG AE A0 A AR Y R B AT e b S R
F R gni R P,
122 HEFAEES

R € 2H A M 1 5 8 AR SN 3 2 A A AR R
S ST HME A T CR R BE 5 i P ax A [ .
Jensen % PSR CR B ARTEMRAM 18 N &4 L4
Jitd (esophageal epithelial cells), 3 2 J& ¥) 4 i 4%
BEZEENEEITHLEE, HTIHITERA R
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PEA RSB R R . Wolf 28 P9 R CR $;
RIEARSN 3G NIFITE R4, F TP RS
I IR 98 A1YE JT - Reynolds 25 UV S R RE 7 49
W ESGE F RN, HTRIE E RSB .
LaRanger %5 ™1 5[] CR $ R7E/R4M 89 N A5
bR, RTINS R B £ A BV TR
Avramescu 25 P9 FE RN B 1 B RIR I 2R
AL b R A0, R T B £ A Ak 1 v 2 30 A
T Miller %P7 @it CR BARAEMAN gL A TR
AL, IF T K & A AN K 2 . Butler %5 P
TR CR HRIEAR N R B B P iE b
Y, B SR IS A0 B AR N PR IE R 543
fr AT LS VE E Y7 . Chu %5 5@ 5t % CRISPR-
Cas9 B[R H R CREARBEG N, xR T
MUCIS8 % K {2 % 4F Fl . Alwhibi 2 B IR CR
FERTERSNES R A R, H T Glossostemon
bruguieri FRFHEE I HUIREAEH o
1.2.3 AR IRYT

FENRE B E T AR, R 4 E S R T
JPEMZ e A ik, PEE RS TR G ST Tk
2T 2. Crystal 25 P Sg B CR #5 AR AE AR A1 55
Ik BN 2 AR LR 0 e R R A, AR
) R A R, S EARITIZE
H i 254 4. Yuan 25 1 R CR BARE 4
AN KB HY IR RS L Sk 8 S e 2H 2R 4
Brady % PV i CR BiARLE PR AR g 37 83 KI5 1 7L
M 25 R, AT IAAERE & TA R EE
(VAT 25 FNIG YT 773 . Yun 25 PP 5@ CR BoR g
S B IR 4 B 41 &R (head and neck squamous
cell carcinoma, HNSCC), 5 7~ J HNSCC %} NVP-
BKM120 7= AE i 245 14 AL . CR 2 ARt 4 F >k £
AA A g ST A e RN % Je A AL A 8 AR AT s (R AS DU
240 %, Alamri 25 B9 7R AR SN0 BV 2R B 41 i
e R el R e TR 4 PR, T AT 2 P R DK
Piotrowska % ! /£ 441 37 MGH176. MGH700 %
it Jie 4 B &2, R F M e X EGFR 411 41] 551 Rociletinib
FEA T 2 I LE] . CR F A Ok 24 508 —
Thee M Wit AR5 21 Z faa A A B,
1.2.4 WA s I

CR B FH T e VR T B 29 K. WA
TR CR B 2 Fh 2 W) B HPT i w41
IRFEAII R, F5 e H R A AR i 4 i 2
WU, Chen %P7 @i R A CR AR g R pE 5 1
J&& (adenoid cystic carcinomas, ACC) 4l /2, %€ H

Hi X 3AE J& (Regorafenib) A& ACC [1) ¥ 7E¥6 97 2590
CR AR B Fl ok & D2y #E 45, Panaccione %5 &
KA CR AR R 77 IR Z 4 Ji 4 2 N 1 ek e 1 2
I Notchl F1 SOX10 Sz IR Z M I (178 75 37 bR o
Beglyarova % UV SR [A) B (1) 5 v5 % 52 N AR
68 P B AR 9 MYC A ERCC3 FIA HAE T, 9F H
BEXTIZEERRHEAT 25 o Yuan 25 ¥ FIF CR
A B: IR N 43 W E FJE (neuroendocrine cervical
cancer, NCC) 4llfit}, &I MYC s& NCC (K7 (E#bR
Vondalova % "' | | CR A AE AR 41 3 7 8 2 R IR
RIS I N &R, RIUREAAT LA-12 i
TE LR IB AR AR BRI T VR YT T A - Hollevoet
st 1A 4R Ah 7 57 IR S 4 R B (pancreatic ductal
adenocarcinoma, PDAC) 4fififd % GUMCI108, K It
[A] 3 %)% 2 = RG7787 1] Bt & PDAC [V {EIRYT
25, BRILZ AN, CR AR N2 W AE A 97 77
kT AHE W,
1.2.5 @B

CR H R B4 H R G ST B W) i B 8, Chen
% PR CR HARY 18 ACC 4l &, BhJE ¥ ACC
RN S AN, @57 CR R/ B 5 3
VIR, ZAE Y RENS A RO A/ RS AR (patient-
derived xenograft, PDX) #£ 7, Ellis %5 ™ 5% F [A] k¢
JNEY G NHI A B 4a i, g CSTBL/6 /N T4
iR A R A AL . Borodovsky 25 ) ) 59 3 85 9% 1
F GRS ) it e AN O SR AR, A A A A ST
Mo Z&, FE¥ A0 & B-NSG /)N iR R T 4 57 faf
/N AL, Bailey 25 U ili) CR 2 R85 3370k
Hh1E IR EAR BB 4N &R GEMM, JE#% GEMM 41l
AN SCID /INEREZ T o /)N Bl 2 12 200 Jf AT /) B 7L
J& 993 7 (mouse mammary tumor virus, MMTV) % &
() iR ZH i A CR BEORFEARSMT MG 2 J5, FNER BR
T, Brown % U IR (R AL RS 9% B AL SRR
FLHR S B R AL (ductal carcinoma in situ, DCIS) 4]
L, PASION DCIS Zh 4 A Py A B ) g 37 4 Ak it
i 7S R i 2 Ak, CR AR B F SRk 78 A4 4b
BFR NIEH PIER A 2R, 2 ST 4l 92 0 5 I
JeMiER AR, TSR yuREsm M.
1.3 CREARBIATHEHLFI
1.3.1 RS RIB-HE A E S

B- M H 2 Wit 5 5IE K NFE S FE
F, I8 5 20 A Ik R A G 55 PR ¥ (lymphocyte
enhancer factor, LEF) I T ZH{J{ 5l -1~ (T cell factor, TCF)
MEAER, (g &. A a1E ™, CR %
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ARBEEE = N T B 2040} (human ectocervical cells,
HECs) %W B- ERE (& & P, 1S HECs %
KR T AR & B, Verheyen 25 B f 7t & B,
B A BEIR M 2A (protein phosphatase 2A, PP2A) i@ ik
B A B 7 A8 B- 1B L IR A I s
BTG, TRE A B 3 (glycogen synthase
kinase-3, GSK-3) il it 15 B- 330 & 1 Al 2 B T2 B
=R, Rk B- I E B BRI N Z J A
SHEAEMRES, WH B EXREAEE. &
HLI B- HEIN R S AT 2 48 Akt /1§ GSK-3 i
Ak 5 B Wnt {55388 % A0S Y 5 {2 Suprynowicz
2 DR IAE R A CR BEAR R A ik A2 rfr, CR
FORBEE S Akt NiF mTOR 2 H R E /K-, ik
H ARSI AR PR AR Akt (K K, Akt B R
b GSK-3 [F e JJ e d ], 2@ 2 A BuE RS
GSK-3 [ Kk K, R Akt /3 GSK-3 B2 1k
KiGME TR B RIEARS S B- M E 0 BUE T
£ ; H CR 40 A1 LGK-974 4 iy fix 2 i 5% 44 LRP6
B R AL I /K SF JF R Py, R CR R I A i
Wt {5 S#BE0E B- EMEH, HEKI CR HAR
REfZ i PP2A [ RIA /K- IR (21 PP2A 5 B- 3
HHSE, i p- EM E O K AE LR .
] PP2A v 14 2= [ o PRS2 B- 224 £ 1 gt
JHo 22 T A M b 2 R 3R K 7K T, 2R BH PP2A 30 B-
EREANE RSP EEZE A A, BT HECs, %
WO @ AR AE N HT Z) IR AN 2L 40 A o A5 21 ke,
FERAR LA B- M E ABUE RS 5 2 P r
AR B,
1.3.2 4R E 1=

Rho/ROCK 1551 i RE % 1 15 40 M i L 1830
HERLANE T 4% — R A4S 3 B ROCKSs i it
i 4E WL ER 2 H % 4% (non-myosin light chain, NMLC)
MWLBNE B 45 & LIM Bl & A4 i IR A 3% 61 UL 3h 2
F1 - 20 B 4 1 A e AT an B U 4, A 5 0 A
R R BN B - LBk 0 e FEOE 20 B 08 T 0%
1. ROCK il 77 Y-27632 fig W42 = ARG T 40
(embryonic stem cells, ESCs)™” F13 T4l (keratinocyte
stem cells, KSCs)®" 7 14 4 ) 18 8 & /7. Chapman
o USURL i o 40 97 40 i 5 A Ak 4T B L 8 3%, I
Y-27632 Z J5, AN T AR 2 B0 H], IRk
SRS IR G RS f7. Lin 28 ™V R, B 7 ikl
M2 Ah, R 4EMR SR AN S Y-27632 B 371k RiILRE
i {5l JHL At 2 23 SR 4D I R 440 AR i Re 4 i R A Ak A
TEPR 5 11 fE 77, ROCK #ifl 7¥1 Y-27632 fit % 1 il

Rho Bl ME, #1#) Rho/ROCK 1T 4 g 7 T 1%
1%, P3RS A R AEAR M AT IS BEBE /T o c-Myc
AR, SMEMET R I EEE A, KRR
c-Myc REWS (2 BE 4l fR 3G 5, 1 fa ik Bl 5 Rk
c-Myc X il $2 /5 p53 £ R IE A 4 i & A
P T, Dakic 25 " il i 5] 5 # A c-Myce 9 A
A4 B R i N ROCK #4155 Y-27632, & 8l ROCK
0441 771 6 % 3 i A AIG pS3 B A 2 &R R BE R 1L K F,
I p53 85 1 R H bR &R p21 F1 DAPK1 #5814
KF, 0] c-Mye NS A T, KRB CR ¥i 3%
& Z W i ROCK #1 #i1] 7] Y-27632 7] i i i #1 #1
c-Myc /- FIIAMIE T, 5 c-Myc BB 25 M1
MK AEARE R, KEIE T (anoikis) 72 4 i M 55 40
JH A5 T () AR B 3 2 4 ] 5 0 i R 36 R T )4
5 A% B T 5 T A R AR T — R AR PR A B At T 0
2, Zhang % ') 0 58 & B, ROCK 1 il 7] 4 %
JE ] /N SRR B AR/ A4 B I 2R S TR gl
MRS 3, (RE A Mg 5s .
1.3.3 M A 2k R ik /K

fE CR £5 77 f& & 1, Ligaba %5 ™ K I 12 1A 7%
41 i 58 6 U T A A A N £ 215 AN EER I RS,
Y-27632 BEIH T4 293 NI )3 3% . Reynolds % '
K FH A% S e & B ROCK #1151 Y-27632 fgfis
ORI TE R AR R 22 PR R Rk, AL RE I
JE A0 P B SR AE DGR TR 4 i 5 0 T B A DG B TR A
I 5 20 B 71 R i A A AH OGS . KRTs A& —#fep
AP 4ESE [N, iz RIE T R 2R 40 i oy 7,
Y-27632 fg % 15 5 I 41 il N KRTs J PR 3 1k 7K1 $2
1050 F, $ROR Y-27632 AT figilid KRTs /51
21 R 4R 4 AR i 30t IO R G 3 RS 41 e 4 e U E
Bove %5 R I Y-27632 F AN REHE w5 A 1T 2 fili v 41
Jifl 9 KRTs J& (A Rk 7K1, 378 Y-27632 A GE Y
REE o P W T S JES 2 i Y KRTs 3Rk 7K1, 1 %o
TR T E R . fENIIRRIE H,  BE R 40 PR s Ay
Kk o5 R R, T s gn B e R
LR (8 4 2 DA L% ©7, Vermeer 25 Y A
FURIN, MO A . 2 5 A i A/ 3RS T AR LA
FHAE 20 B 3G i AN 453 345 S rh e F A (. Y-27632
RE 0% 12 v T IR 4T R M R R 3R K, [
I U 55 WP I T8 2R R 441 i 5 % 0 e G B R TR (1) 3Rk
KT, i v WP R T P 57 s 24 o R e G 4 P 34 0 e
77, AHH BT ANE 2 2 ARNLS] . Y-27632 & RS
1 SPDEF %% A (SAM pointed domain-containing
Ets transcription factor) A1 JLFH 7314 ¥ I 57 41 o 3% 1
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Pl U0 CR KBS 3R 1K 200 BB % 52 i 21 i 3 30 HE AL,
Ligaba 5 " B 70 &K B, b T4 IR (¥ 32 41 2 4%
WARF R 456 R i A2 K AT (hepafin-binding epidermal
growth factor, HB-EGF) K& H At A KK T, $HEmdiig
%1 EGFR. VEGFR2 Al HER2 &5 /KF, Bk,
12 ZHff se g $ = Cyclin A F1 Cyclin E 3835 7K,
J2 5 ROCK #7156 & 2 FH R % 42 /=1 Rb Al CDK1
TERRAL KT, BT 5 4 i PN S B i PR 3R
1.3.4 i 4 >4

B 7 s M K G SR RE )1 2 Ak, CR 551K &
R RN BRAR N AL I AR AR DS H 2k 1, fi
YRR 2 AR U Noteh {5 5 38 4 75 41 i 43
WRIIGTE A& R A R s E A A, RS
J&i» Notch BERUH AN P 5B 45 #4358k (notch intracellular
domain, NICD), NICD 5 #% %401 5] -F RBP-J &5 4,
BE— 25 0% Hes l Hey 25— R 5113 K R 45 ohfg UV
Ligaba %5 " & Bl CR 1% 7% 4 2 {12 {41 g 43 fh 72 %
H AN Notch #1H 71] CHAC1 F) &+ iA 5 Hes4 #t
KR IE A M M. Notch /5 #9400 i AL 1Y
F AN 5, A B (involucrin) ik /K
REAG, p63 HE AR ILACETHE . | T Noteh {5
5 16 B AR A0 R A A AR R AR L B A, U2
) 5% 4 i A0 RCOK 311 1] 751) Y-27632 ] i 3 it 417
AR Tl g, 4ERFAH AL TR RS . TGEp/
Smad {55 53 B 7 20 M 38 5 R0 4E KRV G T 40 e
(embryonic stem cell, ESC) - " sy ies f 5 A1 (4,
TGFR F1HAH I HC R B % 38 ik Smad 715 20 g 34 5
SALRTET:, 4ERFAHSURETS 5 T Ligaba 25 Y R 81
CR i AR BEW 4] TGF 15 5 i %, #/ TGFB A5
5 IE R A AT BEAE CR HIR A 5 1 40 L 14 5 h 4
HEEM O, BAPFAERY CR K 774K R XF Notch
& 5 Il % F TGFB/Smad 15 538 6 ) #) il 75 112 1 4
Ak TAR A AR e B Fh e B A, (H B
PUATERE, hddE— 2.

2 CR¥ARHILIE L

H Al CR £R 32 A A B 77 073, BiA%
G AIFR A MG FE N SR A R IR B R #7295 (conditional
medium, CM).
2.1 AFMMEETRE

| SR A0 P 35 TR T I A 2N R A 2Kk
JE T E A B S e Ry S 2R 4R HE s 1 02 ) 3% 4 g
JLAREFR, B IR &R TR I ROCK #1151 Y-27632
MR CR ¥ 98K R REY 3 5 R4 i 2 A

AN TR D U B B g (PR, R P T AV 2 3 Al R
AN E brgife ¥ BARSZIE BRI R « (1) 4 500
mL DMEM 5¢ 4= 15 7% 2t : 500 mL DMEM + 50 mL
FBS + 5.5 mL L- B & Bk fi% + 5.5 mL 55 R AR & .
4 CHfiA7 4 A . #1145 500 mL 584 F 55375 (1%):
373 mL DMEM 3¢ 45553 + 125 mL DMEM Nutrient
Mix F12, 12.5 pg % Jii i (hydrocortisone), 62.5 ng
EGF, 0.5 mL 5%, 0.5 mL P42 % B (amphotericin),
0.5 mL JK K % % (gentamicin) 1 4.3 puL % #l 5 %
(cholera toxin), 10 umol/L ] ROCK H#1#l]3] Y-27632,
F 0.2 um FIE B JE AR I uERE IR, IR AT
4 CHMT, mEZAMEFEPE. (2) Swiss-3T3-12 /)
BRL 5 2T 2 40 P () 555 9%« 02 4 ] 52 4> DMEM #5533
WHEFET 37 °C, 5% CO, B TR AN, B JALAR 2~3 1K
(3) 12 A FE I - g Rk F 90% Ak, FE
2R FRAE, H PBS R4, HH 0.05% EDTA fi%
B AE S 05 PSR 4R AR 20 s, 150 B B T W 4240 i
THAGTE O, 242 M A 51 5 LK 88 55 570 e 0 1
B, 2245 RS 20F . I 4 mL 584
DMEM k755522 1104k, 4 °C, 300 g/min 25> 5 min,
7 3. F 10 mLDMEM 578 4n i, FH4ads
RSSO B A0, &N 30 Gy (= 3 000 rad),
IHAAY 1 he (4) ZHEU 7 B IR AR - HI 564 F B 9%
FHE PR D e 025 BH SRR I, 4% 3:1 B BB i N
PEE O, BHARVIEIFE T 5HRER. %R
1% i A b PR 2R BB 15 mL B0 N, 37 C &AM
WA 1~3 he 4 °C 500 g/min &0 5 min, 7 b,
fi 10 mL 584 DMEM K 3= 5L s 2400, 100 pm (1)
i B € 2% o U 40 B B, 4 °C 500 g/min & 0 S
min, F EiE. (5) HHGFR . HE4e F Rk m R
(1) J2 2 S BP 5 2 2 43 5 L 1) B R A e 7
37 C 5% CO, %M IR &R 77, (6) A& H
PBS i& WL 40, 0.05% EDTA [ 76 i N W1k 41
H120s, FIAHZ BB W40 E A I oL, 24 J2 4
WA B 37 R AR f 55 500, i e Bs i e, A
PBS Z1b7H 4k, LI EE AR J5E 1 B B4 M4 b T
W BEIR A o 26 B i) 95 40 il 2 J5 R H i /EDTA V4
3R M 5 min, 38X A7 S B A R i
RBZANH . 4 88 02 B 4l v VA VR AIG IR (-80 C )
TRAE o
22 FEHiEFEEFRE

A 438 1) ) R 20 R % 70 32 R 5 7R 00 B K48
M55 J2 i 5% 40 2 A AN [R] (0 W BE BE T, SR GV
ARAS B TB) FR O 4R o0 B A, R RO ARG
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FF 5 32 1) 7% 40 g H A AR I 0 BE 8 I A e, 7
N EAAR K R PR s HRIAE 02 1 740 i 5 H
(I G e B ) W B2 5, B ALk B eyl
KR e A B, SR B I E R4 N 2
TR A /D& 2 R4, T ERRSY SN EH T
20 M AE BRI AT G PR %) . B . Palechor-Ceron 25 7
WEFLRIN, BT CR 557744 2 {248 40 i 7k A= A A AR
w5 B IR A0 M AR A R T, T A W A IR 4
5 B 4 i Bl A, DR k] BLdE e 92 1)
I 2 o 2% 1 1% 9% 3£ (conditional medium, CM) 1% 3¢
%, PSR y AR R 2 M RAETE A F
B IR R N RS 9% 48~72 h, B4 MO 43 vk 2 0 1 40 i IR
T2 )5, KM 0.22 pm i JELRER LR A N 12 4
JL I S SR ARG TR B . B SR FH SR A R IR B R IR H
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