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Abstract; The study observed the effects of various concentrations of hyperoside on PGI2, TXA2 and
PAF production induced by SLT-]] e in rat intestinal microvascular endothelial cells so as to probe curative
effect mechanism of edema disease of swine. The RIMECs are divided into negative control group(0 pg/mL
SLT- I e) ,masculine control group(10 pg/ml. SLT-]I e),test 3 group(10 pg/ml SLT-l e+1 pg/ml hy-
peroside) ,test 4 group (10 pg/ml SLT-]] e+5 pg/ml. hyperoside), test 5 group(10 pg/ml SLT-[le +10
pg/ml. hyperoside) and test 6 group(10 pg/ml hyperoside). In each group various concentrations of hy-
peroside against PGI2, TXA2 and PAF production induced by SLT-II e in RIMECs were studied by
ELISA. The results showed that hyperoside had inhibited the secretion of SLLT-]] e inducing PGI2, PAF
production in RIMECs, but showed unconspicuous declining; while 1,5 g/ml. hyperoside had inhibited the
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secretion of SL.T- [ e inducing TXA2 production in RIMECs and showed marked declining. Hyperoside had

inhibited the secretion of SLT-]] e inducing TXA2 production there after to counterwork blood platelet

conglomeration, avoid tiny thrombus form and heal disease; then the model concentration of hyperoside

was 1,5 pg/mL to protect the RIMECs.
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10 pg/mL SLT-Me; fb 7 4 4. B WKE 5 pg/mL
SHMFHE 2h /5, A 10 pg/mL SLT- e; 4t
BOSH REBWEE 10 pg/mL ELRERBE 20,
A 10 ug/mL SLT-Te; At 3 6 H. S4BT RE
W 10 pg/mL, BHBEETI S L, 45 FHEH*
3,6,9 # 12 h B, U8R EEBEAFT —20 CKAA
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PGI2, TXA2 & PAF g

mE IR, HEEE 10 pg/mL S4HF %
FA3~6 h, PGI2 i & % & M (641. 73 = 6. 03)
pg/mL NP (732. 39+ 4. 37) pg/mL, TXA2 i &
W HEM (2.3540.06) ng/mL 3% (2. 62+0. 04)
ng/mL,PAF i &M M (214. 601+ 12. 4) pg/mL
HhnF) (229. 79 + 12, 37) pg/mL; i & ¥ & 10
pg/mL& Bk ER 6 h i, PGI2 ,PAF f 4 i B
BB ER I hE TXA2 WA WEBXDIEE; K
BWE 10 pg/mL £ 4MFEAI~12h 6, 1R E
B PGI2. TXA2 & PAF S M BE) B# TR .

1 10 pg/mlL &L HE T A NSRS 9 7 B BE 4 % PGI2Z . TXAZ2 B PAF 9 EEM(n = 5)

Table 1  Effects of active 10 ug/mL of hyperoside induces PGIZ , TXAZ and PAF production in RIMECs( n = 5)
Tfai!majnrf](':ne PGI2/(pg » mL™!) TXA2/(ng*mlL™") PAF/(pg* mL™ 1)
3 641.731£6.03 2,35%0.06 214.601+12. 4
6 732.39%4.37 2.62+0.04 229.79%12.37
9 366.09+4.19 3.19£0.07 200.5114. 24
12 388.294%5. 83 2.59+0,07 194. 581 3. 66

RI1GREUHN, 10 pg/mL & 2P H X EF K

15 5 R it 4 09 B 41 Bl PGI2, TXA2 K& PAF # 4}

WA —EWREER HE-—CBELRAYNT
PGI2. TXA2 & PAF Z[a M sh A P4,

2.2 SEMBENSLT-Ie FEIMNARBHMMM

R BMMSH PGI2. TXA2 B PAF W

M#FE2 AN, ALE S, 4,5 AMREERFH

PGI2 REWEE 4 F 9,3,3 h 5 B & ¥, PGI2
BRREKES R HGT7. 1127, 21),(716. 1£5. 41),
(628.45+5.04) pg/mL, SR RAMHLERY
AR BEKEP<0.01), WHARERKRES#
Bk SLT-11 e i3 80 K WU 36 B0 % 4 B2 40
Mt B4 PGI2 KB BIAIER.

22 FRARRRESLEBRT SLT-[ e K35 NKMAM KA EABSH PCL2 HEM (= 5)

Table 2 Effects of active various concentrations of hyperoside against SLT-[] e

induces PGI2 production in RIMECs(n=5) pg/mL
bt dFEf[E /b Treatment time
Treatment 3 6 9 12

1 315.0314.97 285,045, 48 389,13%+7.9 345,3716.25
2 357.901+3.3x 795.27+3.17 % = 504.7513.12 % x 680.62+7,09 % =
3 531.2314.35% = 540. 361 4.46 * = 577.11£7.21» » 555.874+5,.48» »
4 716.10+5.41 % = 686.8716.11 % = 708.45%5.74 % » 578.0714.64 %
5 628.45+5.04 % = 556.5942.31 » * 611.5514.87 % = 575.6713.06* *

F: AFIBEER s ERREAEMBHMHEZR B E(P<0.05) 45+ « ERRESHANRAHKEZRR B F(P<0.0D). FTHF.
Note: After the data on the same file * demonstrates significant difference (P<C0.05) and * * demonstrates most much significant differ-

ence ( P<C0. 01)vs negative control group, The following tables are the same.
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B3 AN, 403 3,4,5 MM EHRTH
TXAZ REWE S5 F 12,9,12 h KB 5 ¥, AT
B vk B 4> % (2. 76 £0. 05), (2. 53+ 0. 09),
(3.3410.06) ng/mL. FAtEST A b DEER
M 3~12 h, MM FEB T TXA2 FRBREHLAR
K. ESLT-Ie R TMHE 2 . AR EFRTH
TXA2 3B FEFO I hNREA B ERKE
}5.8910.02), RIEWEFRARUUE DFWED

2.5, GHAMMBAMLKERHBE (P <
0.01) ;b3 2 HAMIEFR N TXA2 W4 b & —
HRHNERE., FAMARRRRKE S 20
REEEE A WP TXAZ 43 B R R
BITRE A 1S5 pg/mL &2 8kFH X SLT- e 5
S K B B 0 I B PR B AR TXA2 B 4 98 B
AP BT EGER, ML E R D TXA2 94 W
BEREEREKE.

%3 FRAARBRENSENET SLT- I HSHNMMM KA RBRS B TXA2 BB (n=5)

Table 3 Effects of active various concentrations of hyperoside against SLT- ] e

induces TXA2 production in RIMECs(n=5) ng/ml
i 4b 3 e E] /h Treatment time
Treatment 3 6 9 12
1 2.3210.08 2.3310,08 2.9410.08 2,304£0.09
2 5.89+0.02 % » 5.9530.14 % » 6.7310.05% » 7.5010,04 % »
3 '2.39%0.06 2.34%0.06 2,1810.07 » = 2.7620.05 % »
4 2,50£0.07% = 2.51£0.06% * 2.53£0.09 % = 2.32£0.07
5 2,7510.07 » = 3.08L0.07» » 2.61£0.07 » 3.3410.06 % «

MEAARE, 4LHE3 4,5 AAREFERTH ZREFKFPO0.0D, HEREH. ARKE
PAF BB HI7E 9,6,12 h ik BIR I, e KRB MBS LHHE X SLT-1 e 3 49X B # B Rl

BE4> %Il 34 (205.39 + 6. 88), (240, 17 + 4. 54),
(251.84+4.76)pg/mL, 5EHMMBAMILERY

BEHNEHHR PAF KW LB EMHERN.

R4 FEMBRENELRE SLT- [ o % 5 5 NN MK 9B EMSDH PAF IRMR(n=5)

Table 4 Effects of active various concentrations of hyperoside against SLT- e

induces PAF production in RIMECs(n=5) pg/mL
IS ] 47808t 8 /h Treatment time
Treatment 3 6 9 12
1 126.6212.95 127.27%4. 86 145.06:£2. 11 153.96+2.94
2 149.41£3.62 « 164.3414,67 » » 207.05+4.39 % » 247, 4746, 49 % «
3 162.67111.07 * » 193.07 8. 84 % » 205.391+6.88 % * 197. 0114, 66 » *
4 193.8718.28 » 240, 17+£4.54 % * 214, 7814, 73 % « 168.85+4. 11 =
5 77.60% 11.69 % » 178.3647.47 « = 216.43:£5,79 % » 251.841£4.76% *
3 W ® 7 2 VR 4 o R R R S B P R o R T Y
" t

304, 12-13 4R 8, 17 38 7K M 4% & o i
4~12 h £ TR, SLT-T e AIERF R
TR Bk A I YA 3R L 5 i A PN R 4 R R 0 AL
2RSS, BHAS A0 B A B B TR A A » DA T 288 AR
o B A AR PE RN SE T, £ i A A O A 0R L SR K
B AN 2R . DY oK B B 34 B9 6 B 7E T Rt B
Wi SLT2-Ne SMEANKARZENGE S, BEN
BB E T PGI2. TXA2 & PAF (4 i, 4 1%
WERHESLE AT AEARTHEMN. RFRE
FO MR RS — SIEE T X 4R,

KR EERBSRE S, R RKIN
N RS b ) PGI2. TXA2 K& PAF Msh &

ERR  YHARHREE2IEHARAFE MBEHD
1 ML 44 B9 TS L, 0D R AL 7R A R {5 0 1 it —
S EEFIRFERERLT.
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300 351 K SRR faR i 4 455 B 4 R BRI ONO Pl
BE#E Ca® i Ca IR R G M 5] R K
MR R E R RS WA et & A B XM E N
KARKHRERRFOENEBREER". K
R A PR B A A A LI T R R M G R T
HiE,

ARBER LN, Bkt B4 HEAmE A
KA E T PGI2, TXA2 J& PAF 4} M\ iR &
FFERRE, PR K E S R (333. 64
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6.15) pg/ mL.(2.47+0.08) ng/mL K% (138.23+
3.22) pg/mL, EfIZRINHEFHEREHHR
REmMAERGER ST, SLT-TIe ERATHEHE
%0 N B 48 B PGI2, TXA2 K PAF 9 4r i & i
BAEEOM; FEMARBRBRE S LHhF
J& PGI2. TXA2 R PAF A WEB BB AR BE K
THRHPRE®RE 1 M5 pg/mL KT LE
Xt SLT-1l e 3 % 04 B 36 B 08 10 % P9 B 4 B TXA2
WARARAHBNTRER BRIV EBEEER
K¥, HERER, &L RFEFEKBRERIT
ARP,RETHHIERCLT-IORHGMER,
ME TR ILE N KA TXA2 #3858,
mxt PGI2,PAF ¥4y 8 T REMAANBH B. TXA2
2 3 PN A4 o B e 48 R0 A Il B SR R )L TXA2 43 3
BARE EH TR & — 2 W, BRI
WG B RS 5 B Lk o /) A 3 AR 3B S 80 PN O Il 42
IR MH THRIE#H— 2 %k,

10 pg/mlL & 2 Bk H M AE R AT, B B R Sl B
W4 PGI2, TXA2 & PAF 4y in BH S H A
—ERENARRAR. XRHESL/FXHYI&E
KRB ENEARATERANRBAYER. £
SBERTURAELXHERBAODEANEABR
PGI2, TXA2 K PAF #9433 , b 7T LA 30 i i %6 B 4%
mE AR TXA2 9B

AR, M5 pg/mL S4HHF X SLT-1
eEFNARBFREMNEANEH 2B TXAZ R
AU BT RER, 2K ITFEKMRERNER
Mgk, 1F5 pg/mL S 4 BkHFAIEME SLT-[ e
SRBHEBEMMENKARE TXAZ 5B TR,
XWATEER R R E T B R & B BTl
HlBET NS FKPHEE— S EABR.
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