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[ Abstract]

Objective : To investigate the effect and mechanism of rh— LIF on proliferation and differentiation of HL. — 60 cell line.

Methods : HL — 60 cells were treated with different dosage of rh— LIF for 3 to 6 days, cell evele was analysed by flow cytometry, ex-

pression of P53 and P21 protein were observed by immunochistochemistry and P53 mRNA were assayed by in situ hybridization. Re-

sults : HL — 60 cell line could differentiate into monocyte and macrophage cell line in the presence of rh— LIF. The proliferation of HL

— 60 cells were inhibited in the presence of rh— LIF, the cells stagnated at Gy stage, while expression of 53,21 protein and P53

mRNA were increased obviously. Conclusion : The effects of rh— LIF on the proliferation and differentiation of HL — 60 cells may be

associated with the increase of P53, P21 protein and PS3mRNA.

[Key words] rh — LIF: Differentiation: Growth inhibition

I35 70 il [ F (LIF) 2 R —FR R SR Y . &
THREAN A R 7, X (3 0975 40 i A5 5 5 4 (b A A A
FIPER2) 8 LIF A P o7 40 B 40 B P 300 1 82 v
B (LG M A E R . AP UL HL - 60 4i
FEL D SE 200 B, SR 1T A0 B R B0 o P B R L S s 4 T
AR RIS ARTETTE 4080 T rh— LIF fEHRT R
HL — 60 400 J& #1435, P53, P21 & [ Al PS3mRNA
TR, HIEASRTT rth— LIF %5 HL - 60 44
Ha o e o LR AL

1 #MRmFEE

L&A RR

{EEMB A k(1968 ), 4, 07,
ETRHR G RESES R,

NEMEBE A M0 HL - 60 PR TR E ALK
ERFRRIF IS TR, A A B % 3036 T8 B Chemicon,
B /NE MM | T A B T MTT, BRI B Sig-
ma, IEA (LY SPIAF AW A mMEF EMHE AR RS
AL BRI CDIL BB A P21 MIRBTA P53 B R (A3
BAbatd L M R PR 2 E] iR 0 A (NBT) y F i
HTRTEE AR T = s S pR I TR R &0 B BM
Zva], Dig— P53 — SN3eDNA R £F 1| b & 2 B % < 5 2 T
LR R AL
1.2 msE ik

N B IR0 A bk (HL — 60) 1 AR S0 B0 % 3
1.3 HL— 60 m A% 55 47 4] 44 50 =

4G rh— LIF @ PR FIR L PR, 2 FE4A rh - LIF 7
B3 BIBC 1U/ml, 10U /ml 100U /ml, 1000U/ml . 3000U /ml
10000U/ml- KA} MTT % £ 40 B R ol . LA 1~ 10°
AR AL T 90 ILEE FR MR 3E BRI rh - LIF &
TIfLiE RPMIL6H0 B &AL (AR EUN 2000, & MU A

AL LR,



http://www.cqvip.com

EXERK¥¥IR 2003 E5 28 %% 3 # (Journal of Chongging Medical University 2003. Vol 28 No. 3)

0000 http//www.cquip.com]

— 271 — )

T MTT ilE. AR E
Ny =R RO RN
Y OD fH

%3 ADFITIL TR S Kifk
& LAY Agynms & FHIA

Xl = (1- mwmo%
1.4 w5kt m

(DM T 75 2% W EE . K Al Wright — Giemsa ¥ &, 48
ME,

QI EmFEM RN R A Rk RELYE

ARG CDI4 B KE.

(3) BTN EEAY K . R Al NBT iK% . 5 B Kizaki %'
F T, W TP 200 MM R A E
THE.
1.5 @mBAfsHFH

L84y rh - LIF SEBA MR LG4 L3R rh - LIF F
B4 518 10U/ml. 100C/ml. 1000U/ml. 25474 #5895 HL
- 60 LT 72h, A HIE S HMMB(>10" 1).70%1% L
B E a2 A HT
1.6 P53 % P21 & & AR R -Fm

% 6 KU rh— LIF(800U/ml) &b 38 40 Fn ok &b H 40 HL
<mwm@%b%ﬁ KHREHMLEME h- LIFEA

G PS3F P21 BEARBM I, &AAET R 200
/HM@ﬁﬁmﬁ%m%Eﬁ$m
1.7 BB IHAR#A PSImRNA A A &4

SMBEXESY FHRHET. 6 XFUWE th- LIF
(800U /ml) {b PR LA FIA 4EFRLH HL - 60 M8, LR - 4%
£ B B B [E F 30min, A Dig — P53 - SN;cDNA # £ #1717
fEZR 58 AN EIRE Y 2 S G 1T R W B M xf B
8 T RELIT L 200 A 4HAR L TH S PRIE MR Y B A
1.8 #hitssR

FEAWE BB RA B

2 5 R

2.1 ARERAE rh- LIF 5 HL - 60 49 j 3 38 49 #p
#AE A

rh- LIF # &7 1U/ml - 1000U/ml B}, %} HL
- 60 40 Mg 2 530 % 45 . #E 10000U/ml &, XF HL
- 60 41 HE A BB A0 & E (P <0.05) , #8 X¢ 0
B 0.598(E 1),
2.2 rh—LIF 5 HL — 60 48 fei% 5 % 1t A

2.2.1 HEEARAEL  800U/ml rh - LIF
fEFf HL - 60 40 H od 5, TE S L m R # 1k, &
Rl A AR S A N AR R A= PR i
W 258 1) BA A% /I M A I ik A

2.2.2 #MEERERENZEML rh-LIFEM
AT, HL — 60 4t CD14 F5X B ,800U /ml rh — LIF

fEF 6d J5.25.9% A9 4R CD14 R BHME .

2.2.3 rh-LIF % HL - 60 4182 NBT if 7 fig
FRYSE 800U /ml rh— LIF 7EF 6d J5.31. 1% AY
M NBT 65U b 2 R, 5345 3%)H .
ERBAEFREE(P<0.01),

2.3 rh—LIF s HL - 60 #m 86 B 88 ¢4 % 4

rh— LIF fEf G . HL — 60 4100 G, /G, i Hb ] 3%

m(ER DL

10 100 1000 000 toooo Dossee (s

B1 AEFE rh- LIF X HL - 60 B E KM HER
F1 RAABENIT HL-60 BEARSTER

2 EH AR T/ (%)
4 5 \ — - -
BHE(h) Go/Gy S G-/M
Control 72 25.21 58.48 16.31
rh—= LIF(10U/ml) 72 39.98 47.35 12.67
rh = LIF(100U /ml) 72 51.30 12.23 4.48
rh = LIF(1000U /ml) 72 54.11 12.76 3.13
2.4 PS53.P2l Ba kit
SENTIRLAPS3 P21 PRI E % N5 . 4 %

14% .vh - LIF {E 5 . PS3 1 P21 BH 1 40 B /4
SRR E 25.4%F197.6% (P<0.01).
2.5 PS3mRNA @ &

=X R PS3mRNA FPEAMI A 5732 A85.4% ,
rh— LIF fE H /5. PS3mRNA P40 ML H 73 R K
29.1% (P<0.01),%H rh- LIF fE A5 PS3mRNA
FRN M.,

3 4t #

1988 4E , Hiton 2151 A kerbs 5 7K %2 40 B2 ) 5% 1
KWy B mmm sl J 7 (L) 5, B
WINRZFEHE GG My Fistte iR RES

ZRE MRS RN LIF (PR, R B H
AT 2R E IS, REMR KWL LIF
— Mg T AL SO ) i g A Y o R P RO B R


http://www.cqvip.com

— 272 —

D000 http://iwww.cqvip.com| |

BEXRERKEFIR 2003 £5 28 %% 3 8 (Joumal of Chongging Medical University 2003. Vol. 28 No. 3)

Fo 1 70 R0 200 A 3 0 o 7 BB S T 1 o
SR b R ST A I 2 B AR HL — 60 £
SERELE K, FER L A/ A i L

AR MBI rh— LIF 238 HL — 60 20
NBT if JF 5 i858, CD14 Jr kit b £, 1R
rh— LIF G655 HL — 60 40 i 15 B 4% /5 Wt 40 i 73
fbe MTT & F4fa R s 4 SRR, 28 th - LIF
LOFREY HL — 60 20 A 2 38 5 40 il 40 M 453 F Gy
3, 4%7R rh— LIF ##1 HL — 60 40 iy 2 24 88 58 af, &
AT AT RE S H T R A B S T S b BRI R
REMBEET 458 F G, A, REEHEA S 1, 41 DNA
B I, T 22k 5 7y HEE ST

P21 #N WAFL/CIPI £F M %M EH, &
H R0 C R0 ) 12 A 1 7 A B £ e SR R )
B, AHESTITH cyclin — CDK & & M M 1 58 44 41
MR HE(PCNA) , F 3 G B!, PS3 Big 4
RIS N2 928 A A fee sy 1 e g 41 ) 32 [ /44
METIAESERE, P53 5 P21 XALEEY ., M4
i DNA #Z Hifh6t, 2 Gl IS R/EMR P53 K&
FER AR P21 . GADD4S 25 F I 80 5L 4 3¢
EM M KT G 1), AL 45 RER, h
— LIF fEH HL — 60 41 J5. P53, P21 & H 40
P53mRNA 735 1Y FHAE 20 B 7 43 R B B 1 hn , #2271
P53,P21 257 rh— LIF A~ 5/ HL — 60 412 2 ]
BELY

HAETIAH P21 BRiAA P 50818 — =& DNA
PGS B9 PS3 KA 1R, — R MM A Gl b
B R AN 70 2 R S BN PS3 a2 A
L5 R Bx, vh — LIF AT 8 HL - 60 40 P21 %
A 98 F P53 %35, $&7R rh — LIF XT3
PS3 (KB4 12, IRAT 4 PS3 AR BUR 12 1% P21 #
BN, £ P21 225 th— LIF 4+ % HL - 60

£ A A 1) G R O T

% LTk rh— LIF AT i S s i + G1
Al HL — 60 408 7r 243858 . HAE AT A 534
HL - 60 4RI AY PS3 1 P21 Rin % VI G, 12 P21
1 PS3 FL [ [A] A9 78 V) 5 R KAE BLAE I PLHIE A 1§
HE— T -

L £ X M

[1]  Tomida M, Takenage K. Yamamoto Y, et at. Enhance-
ment by double — stranded potvribonucteotides of produetion by
cuttured mouse peritoneal macrophages of differentiation — stim-
ulating factors for mouse myeloid teukemie cells [J]. Biochem J,
[978:176:665 — 669.

(2] Tomida M, Yamamoto — Yamaguehi Y, Hozumi M. Pu-
rification of a factor indueing differentiation of mouse myeloid
teukemic MI cells from conditioned medium of mouse fibroblast
L929 cells [J].] Biot Chem, 1984:259(17) : 10978 — 10982.
[3] Kizaki M, Dawson MI, Heyman R etal. Effect of novel
retinoid X receptor — selective ligands on myeloid leukemic dif-
ferentiation and proliferation in vitro [J]. Blood, 1996;87:1977
- [983.

(4] &5 £z THREmRLS 5% 5 itk
AIMI. BB 10N B 5 A BEE L 19942406 = 409,

[5] Hilton D], Nicola N A, Metealf D. Purification and char-
acterization of a murine leukemia inhibitory factory {rom kerbs
ascites cells [J7]. Anal Biochem, [988;173:359 — 364.

[6] Mackawa T.Metealf D. Clonal suppression of HL60 and
U937 cells by recombinant human LIF in eombination with (GGM
—(SF or G—CSF []]. Leukemia, [989:3(4):270 — 276.

[7] 2. A F AR - P21 PR ] B AbEE
ST . 1998:20(1):6 - 9.

[8] Li Y.Jenkins CW, Nichols MA, et al. Cell evele expres-
sion and P53 regulation of the cyclin — dependent kinase in-

hibitor P21 [J]. Oncogene . 1994;9(8):2261 — 2268.



http://www.cqvip.com

