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Aim To observe whether the hyperplasia of pulmonary arteriole wall during pulmonary hypertension can be in-

Methods  Performed the anastomosis between left pulmonary artery and descending

aorta in New Zealand rabbits, and banded the proximal left pulmonary artery of anastomosis, to establish the model of one— side

kinetic pulmonary artery hypertension.

concentration of endothelin and TXA2/ PGI2 was measured regularly.

was performed in 2— 3 months observation.

got minor hyperplasia of pulmonary arteriole wall than those not giving drugs.

all rabbits but the crest value was lower in drugs group.

The ratio of TXA2/ PGI2 was lower in drugs group too.

After operation rabbits in drug group were fed with nifedipine and aspirin, and the blood

Pulmonary artery pressure was measured and lung biopsy

Results  During rabbits formatting pulmonary hypertension, those giving drugs

The blood concentration of endothelin increased at

Conclusion

Calcium channel blocker can inhibit the hyperplasia of pulmonary arteriole wall during the formation of pulmonary hypertension,

which could be the results that calcium channel blocking and aspirin inhibit the production of endothelin and TXA2 and promote the

produce of PGI2.
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B H R BOR S . DART B0 ik 48 JE> 4 kPa (30 mm
Hg) «F 34 i 1 ik > 2. 67 kPa (20 mm Hg) 4 # & fif
B R R PRE . /N Bk CBE BB R DL R A, B
BB Ao
1.3 $EBEFFFIAN R =] ITAR A9 R A

FI 2528 T ARBT 1 KIT 36 AR Rl KM T 8] I AR
(R EREGERNGT AT RBEAMT (S M
MR £, $ARBETAFERLA, T A%
Ko KB E HARAK 100~ 150 mL K 47 %, #4148 %4
F 4 H %4 P & Tk 5.0~ 7.5 mg/ kg, A AHF 0. 8~
1.2 mg/kg (R%ZFTHAR, F#RXFRAK 4~ 61 mL/
ke), 7 I RA BT .
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Table 1. Hemodynamic parameters in rabbits
Groups n ASP pPSp LPSP
Nommal 5 14.7+ 1.3 (110+ 10) 2.7+ 0.7 (20+ 5) 2.7+ 0.7 (20+ 5)
Control of PO 60 3 12. 8+ 1.6 (96+ 12) 2.7+ 0.5 (20+ 4) 4.0+ 0.5%30+ 4)
Control of PO 90 4 1.9+ 1.5 (99+ 11) 2.9+ 0.5 (22+ 4) 4.3+ 0.3%(32+ 2)
Treated of PO 90 5 13. 1+ 2.0 (98+ 15) 2.9+ 0.8 (22+ 6) 4.7+ 1.3%(35+ 10)

a: P< 0.05, compared with nommal group.
systolic pressure after anastomosis ( #1328 ¥ /¢ Jiti 3l Bk S 46 F )
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ASP: aortic systolic pressure; PSP: pulmonary artery systolic pressure ( [iti 1 Bk S 4fi &) 5
PO 60: postoperation 60 days;

LPSP: left pulmonary
PO 90: postoperation 90 days (the same below) .
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B, MiEH R R EIER . HAHRMIZE B2 501
HIRRE Fla M HEB Z RaTAZE T &S, Re
40 KRHZAE MR B2 5H7 5 R % Fla B HLEH &
I Tt = e B 4H S (P < 0. 05) &

1. IEERR/NEIEK. A HE 368, B #0084 a( x
200) .
Figure 1. Pulmonary arteriole in normal rabbits. A is stained

with HE, B is stained with gomori.

B4 RBAHEARSERROIK SHEHE TABEE
VG Z: % 200.
Figure 4. Pulmonary arteriole in drug group showed a mill
increase in medial wall thickness but no intima proliferation.
VG stain x 200

F2. MHELANRENRHE F6)
Table 2. Pathological parameter in rabbits ( HE classify)

Groups n
3 o ¥ ' Normal 5 0
® 2. BhEER A/ 5Bk, N EE AR R L R, BT R Control of PO 60 8 (1) &2
B, B RPRAS. (% 200) A:HE Jeff, B: B A 4E g
Control of PO 90 4 &3) @1
Figure 2. Pulmonary arteriole in pulmonary hypertension
. . ) . . Treated of PO 90 5 iv(3) @&2)°
rabbits, showed a thickened medial wall and a widened elastic
lamina, and the lumina was narrow. A is stained with HE, B is a: P< 0.05, compared with control of postoperation 90 days group.

stained with gomori.

%3 SRFARGELERIMEE B2 5R1FIRE Fla FLLE
BT
Table 3. Plasma TXB2/ PGF1la before and after operation

Control group Treated group
Time - —
n 4 i's n X iS
Preoperation 10 120 t64 10 120 t64
Postoperation
20 days 4 173 £106 4 87 51
= - S s e i e . 40 d 6 211 £105* 4 84 £53*
3. BEESERENEIEK.  RBUI R4 ERAE Ve R o
5, % 200. 60 days 5 113112 5 77134
Figure 3.  Pulmonary arteriole in pulmonary hypertension 90 days 4 81.86 £77 4 197"
rabbits, showed a thickened medial wall and extensive prolifer- a: P< 0.05, b: P< 0.01, compared with preoperation; c: P < 0.
ative intima, the lumina was nearly total obstructed ( control 05, compared between two groups

group) . VG stain x 200
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ARHET 1.4~ 2.1 1%, RJ5 40~ 60 RikIE(EH. FHAm
WAL, il X B AR 5 60 KN B K P
HZj 48 B s (3R 4, Table 4) .

x4 RORARBEMEMERETN(x s, ng/L)

Table 3. The changes of plasma endothelin before and after
operation
Control group Treated group
Time — =
n x ks n x Es
Preoperation 7 3.3710.98 3 3.31%1.80
Postoperation
20 days S 5.99 1. 00° b 5.88 £1. 40°
40 days 4 6.35=%1.50° 4 6.45*1.59°
60 days 4 7. 82 %0. 60° 4 5.86%1.50"
90 days 5 4.49 +0. 44* 5 5.52%1.55°

a: P< 0.05 b: P< 0.01, compared with preoperation; c: P< 0.

05, compared with control group
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