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£ E O/MREAEFCARD . BREEEF(INDEEANAE—1UL—-DEJLNBEY B ENF A
AR AREFERFEENERS. AARKN G/ MEEW FEABERSEE MRRRARYH
%4 Bl T BT B8R (Tet) 3 i £ 88 (LPS) I 3Ok BUBL I B 1 48 IR (PMO) B3 PAF.TNF R IL—1 %
W), 45 T U Tet X TNF.IL—1 B PAF MR EA B E MBI A, 37 0. 1~100 pmol/L A | B K i %

ROXRR Tet PR ERMBERNYIEZ —R BT Tec M T PAF.IL— 1. TNF SFRIE/ RAHBEH.

*@18 MPERELZEL EMAR, I/MUEREF RREEEF A4 E -1, KR

FEESHES R392.12

¥YB5 2 B (Tetrandrine, Tet ) B MNP Z5RK B E #
HYH B ERFEBOAERLS  ERFERR @R
B SERD Y, ERENEEERETRE TR
R B . A3E5 DAk 4B £ 88 (Lipopolysaccharide,
LPS) Rl ¥ 89 K B M B E " 4 #8 (Peritoneal
macrophages, PM®) H &, Br R T Tet X 1L /MR 1%
L F (PAF) MR RFEE F(TNF) R H A R — 1AL
—DWRM, P — B Tet BIHRYLH

1 HH5FE

1.1 &

Wistar K. ¥ § R, 446H 160415 S FHERAE .2
AH#),{KHE 2.8+ 0.3 kg;Balb/c /pH: ¢ & AH),161+2.0g;%&
Bk ghy R dt,

1.2 &%

Tet WL & EH 25 MMM F . L F4 RTRI
HRE  ARENHZ ;PAF 785 .LPS.JJE % A(ConA)
¥k Sigma AR & INFRURANE . FEHEERER™
m;[PH]—TDR: # 8Bz LR FREF R~ &, LK 481
GBq/mmol;MEM & 3% % .GIBICO 24 7] .

1.3 A

CO, W45 . 28 E Heracus 2+ 8] ; ML/MRBE S b A1k
I BRI L . BIORAD 22 8] (EED N T ¥ AL . B8 LKD
—121 &,

1.4 XEMEEEminish bhas s

BREDWRREESREE BLEHS 10%/ M 0E
# MEM —BSA ¥ (BSA 5 0.2%,W/V) 4| i 40 M B % (2 10°
MK /mD A 24 FLEFFAR D, G 1 ml, B 37°C,5%CO: BH
PHEF2hEIWHEREME LERFREFK, BMA
MEM —BSA ¥ 3% 1 ml, RN RFE R EHZEY, 8 15
minf5 , JIARIEFFILPS, 8k 4235 5% B 7 5 09 B (RIS W 48 L .

1.5 3k L+ PAF ¢35

W Stenton S EH FED HM AN EER P S B MA
1 ml B, KRR 30 5,4 CHUKBIKE 10 min /5,4C.
1560X g #.0 5 min, B3 E WL BN 2 ml FX G EH, K
¥iR5,4C.1560X g B.L> S min, R TEANE . EZREM
T, —20CRFRHE.

1.6 A& e d 50

FHZRREERE T O, B % BIEN (acid—
citric dextrose ,ACD){i 8 (&ML . 3L EEF 6 : 1,V/V), ZEBTU
190X g B0 15 min 5, BUE & M /MR Y 13 (platelet —rich
plasm,PRP), 1l 2500X g B> 15 min 5, MW M /Mr B &
0.1 mmol/L EGTA LB G IRH (0. 25 X RO BEW K, B
D JE 3 LR B TR B v T D0 I S8 5 (R YEBES pmol/L),
HEITCHE min FHHE L REHE KM (&0 25%BSA)
PR M /PR3 X 10°/ml,

1.7 PAF ¢544hx M

I ESREEBRI7CHEHE TR E, WE8730s MA
CP/CPK (CP 300 pg/m! CPK 150 pg/ml), 3 f] PAF #R¥E&
fEm PR R, RERGEON M RENWBE T HESP
PAFHEEB.TRERAz s HZR . BEHA R AE.
1.8 TNF #9 R (EFRAEOE)

ERY, HHFNREBER P INARE TNF SRAEMNER. 2
BRI b, BEEW, B A BRRE, 218 K K50 min, 3%
=WEIAN OPD B4, 0 OD &, SirdEt R i, iH H#
& TNF & &,

1.9 IL—1¢53 &

Balb/c /MR EBFE , 7F B B9 5544 F Bt M AR, L4 X
10°/m! 40 MR W, T o6 FLIEF R P HILMAL00 pl, R HIA
ConA, fFWREG, F B LS M A200 ul,ConA WK E3 pg/
ml, AR E2X10°/ml, ERFHEREEL:4, — L=/, F37C,
5UCO MM FIERT b, FEHRERI6 h WA HI—TDR
(F718. 5 KB, . WAZHEKESAL WK, H» T H
dpm {H.
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2.1 Tet 2 PAF £ ¢ ¥h

2.1.1 LPS RIME WMMBER PAF 89 BB M B BX % :LPS
T E v 4 BB PAF, H B PAF § BB H 7 &3 KR
WM RN M, TR SRR, LPS MBI ES pg/ml L
kS PAF f9 R 83 8 ,LPS 3 PM® 71 h B PAF B
BEEIIRKMEGED,

x1 LPSETRFEREMNHEHINABRMBER AR
PAF $YB K
Tab 1 The release of PAF from PMO stimulated LPS in

various concentration and time (n=3)

Time PAF LPS PAF
(LPS 5 pgeml~1) (ng-ml~1) (60 min) (ng+ml~1)
0 0 0 0

20 min 0.21+0.03 0.5 pg/ml 0. 60+ 0. 06
30 min 1.20%0. 34 1.0 pg/ml 3.43%0.24
40 min 3.2540. 27 5.0 pg/ml  11.60+1.33
50 min 7.9841.16 10. 0 pg/ml 12.36+1.67
60 min 11.37+1.61

70 min 8.4 £0.97

2.1.2 Tet X LPS $ & X B PMO B it PAF (o m . %

LPS 5 pg/ml $ 5 B8] 560 min B9 551F T Tet 8 B.3F b0 #
LPS #)# & K B PM® ¥4 PAF, i H#0. 1~100 pmol/L
EHAEREREELR(ED EREAEZET, T B2
B9 F-7E100 pmol/L Bk B EME PAF 7= 4,

%2 Tet ¥ LPS Hi8gY) PMO B3k PAF $985 1y
Tab 2 Effect of Tet on the release of PAF from PMO in
the presence of LPS (LPS 5 pg/ml, n=6)

Group PAF (ug:L™Y
None 0

LPS 11.83+1.17
LPS+Tet 0.1 gmol-L~! 9.79%1.2"
LPS+Tet 1.0 pmol-L™! 6.51+1.59"
LPS+Tet 10 gmol-L~! 4.7240.84"
LPS+Tet 100 pmol-L~! 3.361+0.44"
LPS+Mep 100 gmol-L ™! 4.4040. 83"

* . P <{0.05, %% . P <{0.01, vwvs LPS group; Mep:

mepacrine

2.2 Tet ¢ LPS #]% X & PM® #%# TNF L IL—1
LER A

2.2.1 LPS @k B PM® B TNF # B E & : LPS(20

pg/mDEI MK R PM® J52.4.6.12.24 h 4 SR L EER

W TNF, 22 %0§12 h i TNF B R&HEK,.2¢ h HREMKGE

LAE L -1 HNE—B . AP TRHBRK 24 h FHE

W,

#F3 LPS ¥4 PMO B i TNF gigt xR
Tab 3 Time kinetic of TNF released by LPS —stimulated
rat PMO® (LPS 20 pg/ml, n=4)

Time (h) TNF (ng-ml~1)
2 0.22+0. 012
4 0.5340.016
6 1.483:0.33
12 3.97+£0.67
24 3.6210.43

2.2.2 Tet Xt LPS F#k B PM B3 TNF & IL— 188w

Tet LM% LPS Rk B PM® B3 TNF, i BX IL—
1HBERHBE B EMME, 0. 1~100 umol/L HHE R EH
EROE, ERNEAG T AEtRGHERN LB ENH
TNF B IL- 1B (RO,

%4 Tet ¥t LPS % i) PMO B TNF.IL— 18§00
Tab 4 Effect of Tet on IL—1 and TNF release by LPS—
stimulated rat PM® (LPS 20 pg/ml, n=6)

Group TNF (ng/ml) IL—1 (dpm)
None 0.27£0.55 216.54118

LPS 3.66+0.47 4433.254374.5
LPS+Tet 0.01 gmol/L 2.45+0.38" 3188.6+426.3°
LPS+Tet 0.1 umol/L 1.89+0.62* 2513.0+389.5"
LPS+Tet 1. 0 umol/L 1.714£0.43* 1722.24317.2*
LPS+Tet 10 pmol/L 0.9640.18"™ 1219.34359.6°
LPS+Dex 1.0 pmol/L 1.07+0.12* 1151.25+184.6°

*; P <0.05, #» . P <C0.01, vs LPS group; Dex: dex-

amethasone

3 itk

Tet & — 1 — % 7 ¥ W 3§ (Bisbenzylisoginoline
alkaloid) , 3f M ZH A L WAL B Tet RAT EHWH
RAN G, BF LRIEM Tec REAM ] bk
MM AR E B E AL R E B R A AT, Ml 2
FFK (mitogen) FFHHE AR EEEAH S
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B NK 40 B iS4, 40 ) B K 40 M 48 B 9 BB A ™ AR 32
B R K Tet X3 TNF.IL— 1% PAF IR HA
EERIMB R, XA R Tet HT 4250 5 2230 #l &
BN —EEHLHE,

PAF.TNF kK IL—1RERAHHIJLRIEH &R
ENFLERENRE EBIBHTEEFEENIEM.
VA Z BB RERGEMG, & SR 2R 41 B i
EBAEREIHENTERREMRBNER.TH
. TNF.PAF. LA EBESHBR. W% —F
BIR Y , T 45 3 F 46 PAF M S 5 B B
EEZEEM,IL— 1 TNF # mRNA RX B Z5/45
HEAHMETY  Tet RRBHTRER, BMHHBHE
HEESEDY RPN RS S A Bl
FHATINA Tet 3¢ TNF.IL — 1% PAF ) 58 i i 300 35l
MR S R HERA %,
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Study of tetrandrine effects on several inflammation mediators released

by peritoneal macrophages of rats

Song Shuqgiang, Hu Youmei (Department of Pharmacology, Third Military Medical University, Chongqing, 630038)

Abstract Platelet —activating factor (PAF), tumor necrosis factor (TNF) and interleukin 1 (IL—1)

are potent molecular mediators of imflammation and exert significant effects on various types of cells, tissues

and organs. The effects of tetrandrine (Tet) on the PAF, TNF and IL — 1 released by the peritoneal

macrophages of rats were observed with the methods of washed rabbit platelets, mouse thymocyte prolifera-

tion and enzyme —linked immunosorbant assay respectively. It was found that the release of PAF, TNF and

IL —1 were significantly inhibited by Tet in a dosage —dependent manner of the range 0. 1~100 umol/L,

which indicates that one of the mechanisms of the anti —inflammatory effect of Tet is its inhibition to the re-

lease of PAF, TNF and IL—1 by the peritoneal macrophages.
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