DOI:10. 16016/ j. 1000-5404. 1995. 02. 005

L BYE N ]
1995 4£ 4 A

£

= =
ACTA ACADEMIAE M

K

S
EDICINAE MILITARIS TERTIAE

x 2 Vol, 17, No. 2

Apr. 1995 103

GEREENE 2 580E 2 ZHEEARENEHCRASEZHERIET

el

Rée+ zeH wFEH K R KR

(BE=ZFERRZFHEIBT R 630042

£ B BRETAARESG/DAKEHBE N 2(nterleukin 2,IL—2) mRNA & IL—2 34k o«(IL
—2Re) mRNA B24L, HMEASZHBRMENIMEFER. 4RBR . %5456/5 L—2 mRNA R IL—
2Ra mRNA KFH MK, BRGHEAXREY MGG IL— 28 IL— 2R« #9384 43 5 [F IL—2 mRNA.IL—
2Ra mRNA B BEHKBEFNTERX ASEHERETES (50 mg-kg™' -d™ ", EHE4 DB EFREH
HARMKE MK IL—2 mRNA & IL—2Ra mRNA K¥,H@i# IL- 24 B X IL —2Ra X, AZZEHER
B HH (0. 1E100 pg/mDWL A LG/ IL—2 mRNA & IL—2Re mRNA HZIMRE, EREREH . 4
BB L —2R IL—2Ra Y BERAZW,ETMIHR IL-2MER K IL—2Ra REXFD A S

2R X — A REHBH AT

XA N5 EAK2 &K, BN K2 RNA FHAZER

b @E4%S R392.12

=B 584 W] Bk 2 48 B B 4 ¥ 2 (Interleukin 2,
IL—-2)M AR K IL— 2% &AL - 2R M FRE RS, i
TS BV S A RBEDEZMS AR EEN
EMAER AmMt AR EEE ETREE
IL—2% IL—2R EFRXHEL MR RME, BHFR
FABRS FREW TS, X RGREIL—2 mRNA Rk
IL—2Ra mRNA #17 TSR, FMEASEN B
Rkl SMEER.

1 HEFGE

1.1 RBzhHAE 454
Balb/c /NE., MERE &2, B B 18~ 22 g, 152 R /MR AL 4
HUT4H . ER T RAS R, AN EP R 7 B REUE, H B4
MEBERFM A ABITAGIASFN 1 , 1°, TR5H
B A/ N BSR4 TS 2.4,
7.10.14 d, §— LA 8 R ghih T 45 R b (5] 75 32 B . 4 i 40 A
BN,
1.2 mfH#ER

2RXBBIFEPMRETI0KAEREHRMN 1°, 1°, T°4%
HEA AR RIED.
1.3 #hempeiz k%1

AT H UL RPMI 16403 3% W 1B A5 X 10¢/ml i 40 Ml &
A ConA (Sigma A BD B H K MKE H10 pg/ml, IS
FUIOAE M (B A mDFI24FLEE R @1 mD B F37C,

» ERERPEESIEINE,No. 39170744,39270860

S5%COMERBIEAZI0L WHEFRPAM, URBER
BE— ™~ 845/ R REERIEIRAMEE RNAM, ~70CRER
#] IL— 2 mRNA & IL—2Ra mRNA {E#: 5% T 24 h &g
FRPER EEFR L —27EFH SR E48 h WAEHRTA
B, W E IL—2Ra BHAEBE 4322,
1.4 IL—2 mRNA & IL—2Ra mRNA # R <
1.4.1 TIL—2 ¢cDNA.IL—2Ra ¢DNA 4 # & . MEH
ATCC A 7 KB & HAFOB Y KB Wl (37553,57232), 2
SCRRCO 3 BRfn ot {b B4R R DNA, 43 i L BamH I J& EcoR |
Y1, EB/NBLIL—2 ¢cDNA 1.0 kb } B & IL— 2Ra mRNA
0.92kb HEE.
L.4.2 BEWEYRTE.RARX . BARARTE . B2
BT, ERUER N RBARENTIHDORR.
1.5 IL—2# %A IL—2Ra fa i mpd) R

M CTLL A MERI & IL—2F#HY &R U/10°F %
TR B A3 Yt W IL — 2Ra FHYEAI T 23 (%),
1.6 ARZTEKYGBYIER
1.6.1 HHLR.ONEXNR. IEXLE. LHIOMNE,
BHEAH A, SA L A HBANEBHETEMFASEHE
Ro. 5 mI(BHRBER KEAZHMERME, UARBILKT
A2 mg/ml BABRED AL TG HAGHEANS0 mg kg™ £
4 dBHRAARBGY AFHLH . X BAUMEEN &
GRS AR BARERY, W E R AR BN E LR E
EC LR
1.6.2 LR HAR L, FEARMBRIZFRFFHN, DA



104 £ =

EE K % %2 #

£17%

AZEHER EHAEE S F%0.01,0.1,1,10,100 pg/ml,
W E ERE IR
1.7 #H4E4w

VPR R (T £ s )RR, TR AR KK,
FHEFTARDHT .

2 #R

2.1 UGB IPEMRECHmEIL—2 mRNA A IL—24

MEFXRIRHEE RES£A/PRMKE SR IL -
2 mRNA A RFBREMERK, HU5/54 d BEIRBA
RE AR MR BREEEMETEYHBE LELD %5
FHIL - 2EAMER EENOBERRENEY S L -
2 mRNA LA —BL ZH B BEWEML( =0.79,
P <0. 0D (RE2).

burn group |
aburn group I
burn group B

g

iL-2 mRNA (% of normal control)

E1 S/ RAHE4E IL—2 mRNA #9351t

Fig 1 Chang of IL—2 mRNA of lymphocytes from
burned mice
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Fig 2 Change of IL — 2 in supernatant of lymphocytes
from burned mice
#* ; P <C0.05, %= ;P <{0.01, wvs control group
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Fig 3 Change of IL — 2Rax mRNA of lymphocytes from
burned mice
* ; P <{0.05, *x . P <{0.01, wvs control group
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Fig 4 Change of IL —2Ra of lymphocytes from burned
mice
* ; P <C0.05, #x . P <{0.01, vs control group
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Table Regulation of GSL in vivo (n=8)

Group IL—2 mRNA (%) IL—2 (U/10% cells) IL—2Ra mRNA (%) IL—2Ra (%)
Control 100+11 52+8.0 100+£13 64+13
GSL 121+14 56+9.6 119%8.0 6. 7114
Burn 48+5.7" 17+8.6™ 431+6.0™ 33114
Burn+GSL 11249. 0848 5117, 4484 108+9. 544 66+ 1284

*% ; P <C0.01, wvs control group;y AN : P <{0.01, vs burn group
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Fig 5 Regulation of GSL to IL —2 mRNA of lympho-
cytes in vitro
% . P <{0.05, %% . P <{0.01, vs burn group
(untreated with GSL)
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interleukin 2 receptor expression and receptor release.

Study of the gene expression changes of interleukin 2 and its receptor af-
ter burn injury and the modulation effects of ginsenoside in mice*

Liang Huaping, Wang Zhengguo, Tian Fengqun, Gan Bo, Chen Rongde (Research Institute of Field Surgery, Third
Military Medical University, Chongging, 630038)

Abstract The changes of interleukin 2 (IL—2) mRNA and its receptor «(IL —2Ra) mRNA of lympho-
cytes were studied in mice with different degrees of burn injury and the modulation effects of ginsenoside from
the ginsen stem and leaves were observed in vivo and invitro . It was found that the levels of IL —2 mRNA
and IL —2Ra mRNA were reduced after burn injury and the reduction was related to the severity of burn in-
jury. There was a significant correlation between the levels of IL—2 and IL —2 mRNA and those of IL —2Ra
and IL — 2Ra mRNA postburn. Subcutaneous administration of ginsenoside of the dosage 50 mg+-kg™'+d™! for
4 consecutive days after burns could significantly increase the levels of IL —2 mRNA and IL — 2Ra mRNA and
enhance the production of IL—2 and the expression of IL —2Ra. Ginsenoside of the dosage 0.1~100 pg/ml
could alleviate the suppression of IL —2 mRNA and IL —2Ra mRNA after burn injury in vitro. These find-
ings suggest that burn injury can suppress the gene expression of IL—2 and IL — 2Ra of lymphocytes and gin-
senoside exerts excellent therapeutic effects on these changes.
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