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Protection of Onychin on Injury of Endothelium - Dependent Relaxtion Induced by

Lysophosphatidylcholine
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ABSTRACT Aim To study the protective effects of Onychin on vasular endothelium— dependent relaxation relaxation dam-=

age induced by lysophophatidylcholine( LPC) . Methods The vasorelaxation responseto acetylcholine( ACh) were investiga-

tion in the rabbit thoracic aorta; The LDH level in conditioned media of cultured endothelial cells was measured by DGKC assay.
Results  On the rabbit aortic rings, Onychin alone did not have effect on relaxation response to Ach and on contraction re-

sponse to phenylephrine.  LPC 4 mg/ L. significantly attenuated the endothelium— dependent relaxation of rabbit aortic rings as

shown by decreasing the relaxation percentage from 39. 1 £10. 1, 67.1%9. 6 and 76.7 £10.0 to 2. 1 £1. 0, 10.0%3.9 and

16. 1 3.5 response to 0. 1, 1.0 and 3. 0 Umol/ L. ACh, respectively; Pretreatment of onychin 3 Umol/ L for 10 min markedly in-

crease the relaxation percentage to 14. 6 £2.6,32.2£2.8,42. 1 £8.0.  The effect of Onychin was blocked by nitric oxide syn-

thase inhibitor N“~ nitro— L— arginine(N— L— A) and prostacyclin synthetase inhibitor indomethacin ( maximal relaxalion per-

centage: 22.4 7.2, 24.8£2.3 vs 42.1%£7.9t0 ACh 3 Mmol/L).  Furthermore, Onychin obviously decreased LPC— induced

LDH release of cultured endothelial cells as shown by lowering LDH level from 115.3 £19.3 t0 30. 8 5.4 TU/L.  Both N- L

— A and indomethacin also inhibited the effect of onychin on LDH release. Conclusion Onychin protects the endothelium—

dependent relaxation against elicited— LPC injury with a mechanism related to the activation of nitric oxide and prostacyclin.
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0.1.1.3 lmol/ L) R W& K & 2 tho A J5 7% o 3~
5%, BlEwm T HAE: E¥tRA, HEFd
30 min; (@¥% i 14 %% g B JE 8 lysophophatidylcholine,
LPC) #4542, #m A LPC(4 mg/L) % & 30 min; (9% #
BEYH, Im AR B E(3 Ymol/L) & 30 min (&
ZHd, FATE A 1 Bmol/ L3 Hmol/ L. 10 Hmol/L.30
Umol/ L 1 100 Pmol/ L A~ [F] ¥k E 09 & M Bk &, X 3. 3
Hmol/ L 4 Bk % ¥ R L #2 37 f A, 10 Hmol/ L B 3L
RKIFAE, 4% B £> 100 Bmol/ L B, 1E F 4 %, &
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Table 1
ACh (Pmol/ L) induced relaxation of aorta in vitro ( ; *,

%)

Protective effect of Onychin on different concentration

Groups 0.01 0.1 1 3

Control 5.3%0.3 39.1%10.1 67.1%9.6 76.7£10.0
LPC 2.12%0.1 2. 12F1.0°  10.0%3.9*  16.1%£3.5
Ony+ LPC  7.8%0.8 14.6%2.6" 32.242.8° 42.1%8.0°

a: P< 0.01, compared with control group, b: P< 0.05, ¢: P< 0.01,
compared with LPC group.
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Figure 1
bit aortic ring in present of LPC or/ and Onychin

Original curves of ACh- induced relaxation of rab-
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Figure 2  The relation between Onychin and NO, PGI, on
ACh- induced maximum relaxation of aorta in vitro( x s ).

a: P< 0.05, compared with control, b: P< 0.01, compared with LPC, c:

P< 0.01, compared with Ony+ LPC
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K7 NG s ik i B2 40 i 5 LPC /E A 30 min J5,
HE 980 LDH S BRI, fIEH K 4. 8 &
9.7 U/L Jr& ) 115. 3 £19. 3 1U/L, IN N &8 Bk &
15 P B2 41 B RE 50 LDH kb 30. 8 £5.4 TU/L, 1 HH
SRR BEIRIP W 2 4l %52 LPC #ifli. N- L- A
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Table 2 Effeet of Onychin on LDH release of endothelial cell
(z Ls)

Groups n LDH(IU/L)
Control 6 44.819.7
LPC 8 115.3 £19. 3*
Ony+ LPC 8 30. 8 5. 4"
N- L- A+ Ony+ LPC 6 91.3%27.6°
IND+ Ony+ LPC 6 104.5*15.7°

a: P< 0.05, compared with control group, b: P < 0. 01, compared with
LPC group, ¢: P< 0.01 , compared with Ony+ LPC group.
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