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KBEEERRES ¥ (ug), % H 76.3£13.3F E£55.4+11.4(P<0.01),203.4+73.9% %
210.1£37.6(P<0.01), S5 764 -3 ek MM F A K B & £ B BIRAAH 35 Fits
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Effect of 764-3 on Ventricular Collagen Deposition in Pulmonary Hypertension Induced by Chronic Hypoxia and
Monecrotaline in Rats Liu Zhihong, Cheng Xiansheng, Cai Rusheng, et al Cardicvascular Institute and
Fuwai Hospital, Chinese Academy of Medical Sciences and Peking Union Medical College, Beijing (100037 )

Objective: To observe the effect of 764-3 on ventricular collagen deposition in pulmonary hypertension induced
by chronic hypoxia or monocrotaline {MCT) in rats. Methods; Wistar rats were divided into 10 groups. The hypo-
baric hypoxia group received 764-3 20mg/kg once daily subcutaneously and the MCT group treated with 764 — 3
40mg/kg once daily. The hemodynamic and biochemical parameters were measured. Results: At the time of 2
weeks and 4 weeks after treated with hypoxia or MCT, the pulmonary arterial pressure { PAP} of rats raised signif-
icantly and the right ventricular collagen content (RVCC) increased markedly. 764 — 3 could reduce the raised PAP
induced either by hypoxia or MCT. It could lower the elevated RVCC of hypobaric hypoxia group at 2 weeks from
76.31£13.3 t0.59.4111.4 (P<0.01), and the RVCC of MCT group lowered from 293.4 + 73.9 t0 210.1 *
37.6(P<0.01}, Conclusion: 764-3 could partially prevent right ventricular ¢ollagen deposition induced by hypox-
ia and has ther;apeutic effect on that induced by MCT.
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2.1 S ESH HYE Wistar KEAB 34
A RE 200~ 250g, VLA 10 . (1)IEE 2 AHA
(N2w 2, n=8). fFF FEHAEREK 0.3ml, HH 1 ¥%;
(2)IEH 4 HA(Ndw#,n=8):% 15~28d &M h
KR LE;(3E8E 2 AH(H2w #H,.n=10). KEE
FHRIESA(50.7kPa) Py, 8 H £y 22h, ¥ FIEHEH
7K 0.3ml, B H 1 &, 2 A (4)E 8 4 B4 (Haw
H,n=10) . Gt & 15~ 28d {5 = H K 0.3ml, &
Es(5)IEH 2 % 764 -3 (7 - N2w #H,n=8).:764
-3 20mg/kg, EFHES . SH 1K, #2860 TH 4
FEl# 764 -3 (7 - Ndw %, n=8) : 5 15~ 28d & 764
= 3,20mg/ ke, R TS, BH 1R, 32 8:(7)764 - 3
W E(7 -Hew H,n=10). B E B 1 154 T 764 -
3, FER7-N2wl;(8)764 - 3 J{ITH (7 - Hiw
#H,n=10) . 52¥E 15~28d & F 764 - 3, Hik[E 7
New (OB EESMA(ME, n=10): MCT60mg/ ke
1 A AE4AR; (10 HE SMGITHEH(T-M
H,n=10). WL MCT |58 15~ 28d £ T 764 - 3,
A0mg/kg, LT HES, BH 11K,
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B S 0B, 3 Fulton £ FEAEHEE(RVIEE
A LB+ EHB(LV+S), HRV.LV+S @
AFEK LB A 24h, BAFEREE 4~ 6h, T4 54 51 F
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1 HHAHREBEKEKE(BW).mPAP #1 RV/LV +
S HEM AL R Hm  RE 1L

R 2 B E mPAP # RV/LV + S L {H &5 AT B8
e BE A S . K FE R EES, mPAP K& F &,
4 FRE H2w HE R EEZR.ARV/LV+ SHLETF
A, 2 A CERBEC AT, UGGk
SEfRER, F 0 ELEE S mPAP § 2 L F F 17,
MCT4 A RB AT E T Haw HKF., 764 - 3 68
BEEERE 2 .4 AR MCT XE M mPAP, B % H2w
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%1 BW.mPAP# RV/LV+SHENTL (z+s5)

8 3 =K BW{g) mPAP(kPa) RV/LV+5(%)
NZw 8 310.5+9.2 2.62+0.19 23.0+3.2
Niw 8 350,09 +35.2 2.50 + 0.30 23.3+1.3

7- N2w 8 308.8+24.0 2.42+0.49 23.6+2.4

7 — Ndw 3 328.9+41.3 2.48 +0.25 3.9+ 2.6
H2w g 192.1+19.0* 3.9410.42% 40,8+4.5*
Hiw 10 222.6+14.1% 4.70£0.73* 41.7+£5.7*
7 - H2w 216.3 £ 6.1 22 3.12+0Q,38* 208 35.0+4,3% =2
7 - Hw 7 928 .4 +22.6% 3.83+0.89* % 41.8+7.2**
M 10 350.6 £ 33.0 5.41+1.72° 51.3+13.2*
7-M 10 345.9 + 26,9 3.81+0.83"4 39.9+9 3=

. 5N N2w Ndw A H3¢, * P<0.01, ** P<0.001; 54 Hew . Hiw 5§ MW, 2P <0.08, 22 P<0.01, 242 P<

0. 001
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F2 RAKBLCEINHYPHBEESEHNDTHE (z+5)
RV LV +5
5 R HYP F8MA HYP ¢ =i
{ng/ 100g BW) (mg/100g BW) (1&/100g BW) (mg/100g BW)

N2w 8 459+5.2 7.53+£0.95 124.2+15.0 30.0+2.8
Ndw B 45.1£4.8 8.47 £1.13 122.0+11.1 30.0+1.8
7— N2w 3 50.6% 4.1 8.11 £0.68 126.1+8.3 32.2£ 2.8
7 - Ndw 8 17.1+ 7.4 8.46+ 1,24 119.3+22.4 32.1+5.4
Hew g 76,3+ 13,3 " 15.43+2.67 " 143.2+23.7 33.2+6.0
H4w 10 75.0 £ 13.3*** 15.10+2.65** 149.7 £ 14,8** 33.3+3,5"
7-H2w 9 59.4+11.4™ 13.32+2.05"" 133.4+£13.8 32.0t3.5
7 — Hdw 7 69.3+14.6" 14.81 +3.58 *** 146.6+21.0" 31.0+4.2

P GAERY N2w., Naw HECEE, * P<0.05, ** P<0.01, "™ P<0.001; 548 H2w.Hiw 4 A, 2 P<0.01

ER HTENRL4ACEENENSHLE K, B
K, LV+SEESBMATTE EEEGLZERER
BMATE. 764 -3 AEHILV+SH HYPEEBERAT
BREH HS5HAYREAYELEEER,

3 MCTKRLUZENHYP IR SENELME

iR R 3.

SN IERAEE MCT KES5ZLHYP HE
HERHHBMEL IV+SH HYPHEQD & BT
BN, 764 -3 BEREEAXRAECENM HYPAEAS
B, LV+SHHYP I EESBELHBEM,

F3 MCTKBLUZEVHYPHEOSEMTIL (7+5)

5 - RV LV+3

HYP{g) B H M (mg) HYP{ pg) HH M (mg)
Naw 8 161.4 £ 10.6 30.4+£3.9 438.0+38.1 107.8+9.5
7 — Ndw 153.0+18.2 27.6+3.9 387.3+64.0 104.7 * 18.7
M 10 293.4x73.9"" 87.6+17.2"" 488.3+65.8 103.8+12.7
7-M 10 210.1x37.5" 24 53.3x11.2"= 479.0 £ 55,2 100.6+14.4

.5 NAw 2B, * P<0.01, " P<0.001; 5 M HLER, 2 P<0.05, 22 P<0,01
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