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UIEEHREA AConA) M B (PMA) FBEFFAN (Am) RIKK SR BN K EHR,

MIRFERDERMEKCAREARTE-SAL-DRERENRERME. ERKY.ConA TRMFESIL-3 &
HERE PMA H Ao FERBFER IL-3 BENRE ML FREEATRERTER ZHAKNEKE
FRNESBEA N EME A ConA 1) 3~4 f£,PMA 5 A B S RINIES IL-3 XE RS AR FFH
MHREFRASHSHREF. BRIL3EEMBEXEKBETFEARE CPKOMKBERHARA

[Ca" i AMPRER &R,

X@iE AERNTR-LBERS BRI SHFRANIERER A

PEESH%£S R392.12

A4 a4 K-3(interleukin3,IL-3) , X ¥R & R 7%
# ¥ B F (multi-colony stimulation factor, multi-
CSP), EXZEHBMEN T ME MM ™4, BRI H & 88
EWZ eI T 00 R — 2 2 o A 40 B A S A 44k
RAENBEMELAREF. YHK=4KARTRES
REOmmeLERXY, KK IL-3 R EREZF
R E, ES— e E Nt IL-3 BE R X ALHTT
BRANMFRS, RER TR —H. FAEILHTR
MEM L, ERERGT  WRARMHE R TR
PEMKE A IL-3 BEEMREFR, UFRIFES IL-3
HEEREH BB R,

1 HH5FE

1.1 H#

1.1.1 KKzt (@MY BALB/C MEL{AE 17~22¢.
hARYMER PLRE,

1.1.2 FERHN JIEEH A(ConcanavalinA .ConA)
% B8 (phorbol 12-myrisitate 13-acete, PMA), R 5 €M L. T,
FHTEMMBYME Sigma 47,5 EFF AKX (Caleiu-
mionophore, Ay ) M1 B Boehringer 28] [?Y-PJ-ATP 5 5 4t
REREYIBLAA . EARAERME-3unmIL-DH £HE
Genetics institue,Inc BB °H-TdR 4 5 FE R FER T H
BBl E g0 O s dr i .

L2 #ik

L2.1 JMREKEARMHERER BAOARNMEBEEE
REMRE. ZRHRUAFTESERCARY, HFE 07
HIER GIEAMAMAE 10% /N I RPMI-1640 3 5 K
4dml, B EBESEZ100U/ml, AT K 2X10° cells/ml, i&

o 2ENE"HXEMAE
o BBEFRNREZHHE HEK, 630038

THRHRSH 2 B FRACHFEF b AN PMA
A AN Azsierrd A JOA ConAse A BN Asnen & PMAE A,
A ConA & Asnspig B: A ConA & PMA;h . I A
ConA.PMA B Avuw. REHAIRE T 37CHRF. ERHEMY
W 4> 515 :ConA 4 pg/ml;PMA 15 ng/ml; Az 0.25 pg/ml.

1.2.2 ME4HRE RNA #yfig BREMEN LS
ﬁ[ll°
1.2.3 IL-3 mRNA B & &3 547 Ik Fung % ABREH

BIL-3DNAFF—SBEFHR U4 ITHEHFERFI. -
AATCTCCTTGACAATAGAGCTGCA-3’ #E X & X K ¢, R
FREMTHRM=EL. AFE ABI A7 4> # 381A & DNA
AL S R, OPC &4t 1k . Nothern blotting 2 WA F R )
BT EIRT. RXHRANBEERERERISFTFRENZE.

1.2.4 BHEWMREFPIL-3EPEHENQRN WEER
SRR EEFEL.TCHEHRD 8 h, BLWREEHARE
#,—70CRFE LLERM . L F IL-3 ke 32D AR KH
ERENKXREBENE LI MEMZHE. NAETHRERE
rmlL-3 R FE & T 96 FLPRIFFM S, 100 /L. HBIHHRE
EH3I~4 AT REM 32D 4K 1 x10/9.,F 37C
5%CO, & TiEH 24 h B, BAH-TdR 0.5 pg/FL . BRI 5%
12h, MERAREHHLAEK L, FH5FAEANAH-TR #
AR, BRETELRETETERES P IL-3MEYEHE.
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2.1 TR HMAM4T LM% emppP IL-3 mRNA
PR i 1

S DA SO ST PMA 3 A 22 3000 3 B 18 00K B2 40 B
M, RE W) IL-3 mRNA BJ# 2. ConA T8 Mi%H IL-3 mR-

NAMIRE WA =R KESERFES IL-3 mRNA £
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KRR ConA BIMERMERARY 3~4 . EBSR¥T,
U=FRIMEEHARK 6 h 5 IL-3 mRNAM BRI HK
B PMA 5 Ay XS WM 6 h /5 IL-3 mRNA RE0 B, X W
AZEERBEFEREFE(P>0.D,

UERNRE, SHHMEASET, UEMA 6L £4 IL-3
mRNA W ERE. S5, MENEAMELK,IL-3 mRNA #1B#Z
R REIGRME AT 2R EE R —#. ConA H1hH|
24 hIL-3 mRNA W BERB B KB L/5; TS H %24
h IL-3 mRNA B K TRKAXEN /4. 2+ PMA 1 Apner B
SRR R R X P H24 h IL-3 mRNA W EH K FE X
BH1/3.ARFIFRL BFHEH MBS P IL-3 mRNA
BRAREG A, DI R0, HARSHEENSZ LR
kX Lok bogi-8

1 FERBESTEBTEREHE B
IL-3 mRNA REHEANEERE
Tab 1 Gray intensity levels of the dots of IL-3mRNA in

lympheacytes stimuted by different conditions at various time

Time (h)
Group

3 6 9 12 24
a 0 0 0 0 0
b 0 0 0 0 0
c 0 0 0 0 0
d 29 27 18 12 6
e 87 96 84 71 36
f 78 70 61 41 27
[ 71 82 67 47 21
h 93 100 83 68 39

2.2 TR AMAMTIEA LKA PIL-34 4 E MG T L

FRF WA THESR48 h BB HEEH S IL-3EEs
B9 5 IL-3 mRNA EH LR —H 8 IL-30EYEL h
ART e AR, HEZHERLHAEEH(P >0 D, B4
RN T LR IL-38E¥EH TR B ConA 3% 7™ 4 1L-3
WEVETEIR PMA B Ape BLIR B A b 1 R A B IL-31%
HRHE.ERLE2.

®2 FERSEHEROHDER AP
1L-3897E (U /mD
Tab 2 IL-3 production by cultured lymphocytes under

different stimulations (U/ml)

Group IL-3 Groups 1L-3
a 0.93+0. 32 e 38.74%6.19
b 1.89+0.97 f 33.65%5.39
c 1.5240. 43 g 29.71+£5.43
d 12.81+4.11 h 43.82+7. 34
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IL-3EHAREERRZF RS, 23CH dot
blotting #J 77 ¥ R4S U ) H7 5 %5 3 /)~ B K B2 40 g o
A IL-3 mRNA I RE. EF IL-3EFHRZFAEHH
HEEAZLBHELE BN REZHES, B IL-3%
EHIKAE AT TR ETTE IL-3EES UEKR
BIGGE LRF38ONt , HF AR N EENHRT.
AP-14 & S (—301) & NF-IL3A(—156), E fi(17E#
RIL-3BEREREPEEEEH, ML E SRE,
IL-3%#F LT R EFFESFHRES.

PMA BE Q¥ H C(PKCH RREIEFR, PKC
KGR PMA B)F (K. PMA RERR IL-3EE M &
BRI IL-3E K FE S PKC MG H X 708 %
A c-fos.c-JUN B # Xy DNA F5| L7 7 PMA K
R} B (PMA response element,PRE),PMA #] i %
PKC M i% 5 X 2698 2 F #) T ik, c-fos .c-JUN % 5
Hey =49 AP XRIEEREREREFEEMSE T
IL-33£ 5”3 AP-145 S I (—301) & & MR
IL-33L ARk AP KIEE BE 7 LAF NF-IL3A £
BKESENLEEMAES IL-3EFEHREHTRIEH,
PMA {£& IL-3EN M REH SREBEEQ R & BIMH
Fl ik £8 15 B (cycoloheximide ) 52 £ FH MY, PMA £ &
IL3WREHAREMRBTFEH &SR ERAERTF,
TR LME MR TR AEETHIETNIES IL-
SWIRE AR KN, PMA BMRAEFES IL-3M
REXRPILIEFANBMECFERINER

B FFAN A A [Cat " JHEFE
[l PMA HIEL, Apw BRI R RE R S IL-3 A B KK,
{ELAE W] 523§ 58 32 ConA B PMA F 3% & 1tk B 40 B o
IL-3#1 % & .ConA fER 72, BRRE I i& PKC X REHI
WA [Ca® AR B, iFF IL-3BENREE
% PKC MiERAEALCa* I B FHET RiER.

A RERY B ERBFAFTERY IL-3 mR-
NA LB 7R3 4 ) IL-3 mRNA B2 E . 7 IL-3
mRNA 3’ %8R X FE UAAAU BEH 73, X8
JF¥3145 IL-3 mRNA #9582 EHH % . PMA B Awe 7
fiE il o # 7% PKC #0145 I8 3 B (CaM) T 34 40 AR 51



#m

RS PRRKERRaBEA R BEREMNFY 21

UAAAU BEEF3@HEQR#TEN. BN ES
BFrESsREXEFIIEE, ATiE3R IL-3 mRNA
MBS SRR IL-3EE SR Em S
IL-3 mRNA EBBMEMEAR R —F 8, X80 IL-
SEENREFEEEREEHFRERIFKTE.

MER EJF ., PMA 5 A,y B B3R IL-3 mRNA
B9 7RIk, X AEIE IR IL-3 mRNA #)5 & ¥, M 73 o
IL-3 mRNA B8 &, B ESE PMA B A 5K E
MEMEAENFE—E B IL-3 mRNA, HAT# 5
HERTTREZTR T ENRUER L, BHRAF»®
#REE R B L8 PCROTTRE BRI HME LR, X
FBHERFE—LEWR.

£E

1 SR ERE. BARN R3S FEYEHIER. B
BZ . B2 EEREMILE5R0% 48 ,1995;16,106

w

Ryan GR., Donahue RE, Wong MC et a/. Human inter-
leukin-3 mRNA accumumlation in controlled at both the
transcriptional and posttranscriptional level. Blood, 1991;
77:1195
BRU EFARCFSEREYHER AN . ARER K2
A3, 1990.2~3
ENE REHRERAMKECHARE RNA. FE SR ¥ HE,
1991;17:56
Fung MC, Hapel AJ, Ymer S et al. Molecular cloning of
c¢DNA for murine interleukin-3. Nature,1984;307.233
Dokter WHA, Esselink MT, Sierdsema S] et al. Tran-
scriptional and post-transcriptional regulation of IL-3 and
1L-4 genes in human T cells. Blood,1993;81:45
Van Straaten JFM, Dokter WHA, Stulp BK et @/ . The reg-
ulation of IL-5 and 1L-3 genes expression in human T cells.
Cytokine,1994;6:229

(WL #5:1995-08-10; % & ; 1996-01-10)

(G LBER.E &)

Regulation of interleukin-3 gene expression of splenic lymphocytes in

mice
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Medical University, Chongqing, 630038)

Abstract

In order to determine the optimal condition of inducing interleukin-3 (IL-3) gene expression,

concanavalin A (ConA), phorbol 12-myrisitate 13-acetate (PMA), calcium ionophore (Asns) were used

alone or in combination to stimulate the normal mouse splenic lymphocytes. It was found that stimulation

with ConA alone or together with Az or PMA could induce IL-3 gene expression while Az or PMA alone

failed to induce IL-3 gene expression. Stimulation of ConA together with Az or PMA and Asper together

with PMA resulted in approximately twofold to threefold greater IL-3 mRNA expression and IL-2 protein

production than stimulation with ConA alone. These indicate that the optimal IL-3 gene expression is induced

through two ways of protein kinase C (PKC) activation and mobilization of intracellular [Ca®™ Ji.
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