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[ ABSTRACT] Aim To investigate the effects of the Lobelia Chinensis Lour Alkaloids( LCLA) on endothelir 1( EI-1) mR-

Methods The glodblatt renovascular

After 4 weeks the rats were divided into 3 groups, m-

NA expression and endothelin synthesis and release in renal hypertensive rats (RHR) .
hypertension model was induced in rats by two kidney one clip method.
cluding the hypertensive group, the captopril group and the LCLA group, while the control group was given shanroperation.  Us-
ing in situ hybridization to observe ET-1 mRNA expression in peripheral blood leucocytes.  Using immunohistochemical technique
to count positive rate of ET' in “en face” preparations of arterial endothelium to reflect the synthesis of ET.  Using radioimmunoas-
say to examine the level of ET in serum. Results Compared with the sham operation group, the positive rate of ET-1 mRNA
in peripheral blood leucocytes (34. 64% %£8.39% vs 9.34% £4.47%, P< 0.05), the positive rate of ET in arterial endotheli
um (7.42% £0.24% vs 1.58% 0.24%, P< 0.05) and the plasma concentration of ET(221 324 ng/L vs 138 £19 ng/L, P
< 0.05) were increased significantly in hypertensive rats.  After treating with LCLA for 8 w, compared with the hypertensive
group, ET-1 mRNA expression (20.38% £11.31% vs 34.64% £8.39%, P< 0.05), endothelin (ET) synthesis (3.53% %
0.21% vs 7.42% £0.24%, P< 0.05) and release( 191 £21 ng/L vs 221 224 ng/L, P< 0.05) were significantly inhibited.

Conclusions The expression of ET' was increased in RHR.  The LLCLA can inhibit the expression of ET' in the transcrip-
tional and translational level which may be effective to the preventing and treatment of the renal hypertension.
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EEH,RAABERAKREAE pH EE 8~ 9 J5 LB
ZRER; CRBMAT AR NHE LR, LI,
B A 50 4 3 & R A, B AP 1 mol/L 3 BRK it i
W, TR KRG, ThEFHEIR AT
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%1 BAAREIKMEMLE (x Ts, mmHg)
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2.3 BREXRBIERNKARMAMARZRAMHEEER
HIEEER
BT A AL P Bz 2K B A 40 L A IR v I R 2 A
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o I 20 34. 64% +8.39%* 7. 2% 0.24%*
LCLA 4 20.38% *11.31% ® 3.53% *0.21%®
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ay P< 0.05, 5HBFARALE: b A P<0.05, 5&ii KA L.,
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%3 SEARMEARRESBOLE (v T5. ngl)

a4l G EZT) 75 8w
FARA 134.6125.6 138.5118.6
e I 4 174.2 £35. 6 220. 9 £24. 4
LCLA 41 167.3%27.5° 191. 1 £20. 8%
RIEEFIH 179. 4 £24. 8* 210.4 %9. 9

a N P<0.05, H5BRFARALLKE; b P<0.05 S5EiEHALE;
¢ A P< 0.05, 5FZHi LCLA .
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ML 5 P B2 M M (0 R T AT I
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Fher, [P B2 1 mRNA K R R IEB BB TF
ALH Y 48 9, $R 7 A B 3R G IR G e I S T AN
RS 5 E. AU EEDR 8 A, AN
BZ 1 mRNA Rk EEHE MBS EER T &
MELH(P< 0.05), &7~ 120 3% A ) i 58 BH 5 1 1)
ZE SIS KRN R RERIE . REFLEEY
BRAN BEAT R R SR B B Bk ML, {5 5 ey i e 40 b
B R RO AN R B R 4k B A . R Il
ERIKE RGBS 1] e S 5 A B i I KRR )
R I3 A R I B R A A G R R R B
BRGERMUL TIX— M. ALK, WEERR
RIS 5 TR L R I R, R
VB RS FE BTN B3R A RS R TR, 0B e L
TR 3R A 92 AR F, AT RE X BHL L ey I 36 Y
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