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ABSTRACT )
Aim To observe the characteristic of intracranial
large arterial lesions that were induced by experimental
hypertension.
Methods A morphometric study was performed on
middle cerebral artery and basal artery in stroke-prone
renovascular hypertensive rats and the morphometric
values afert antihypertensive therapy with captopril
were compared with those in non-antihypertensive
rats.
Results It was found that enhanced media thickness
was presented in both middle cerebral artery and basal
artery. It was mainly induced by hypertrophy and hy-
perplasia of smooth muscle cells in middle cerebral
artery and by mural remodeling in basal artery. The
hypertrophy and hyperplasia of smooth muscle cells
were depressed. but the remodeling did not reverse to
be sufficient to bring about full normalization after an-
tihypertensive therapy.

Conclusion These results indicate that the main le-
sion of intracranial arteries is enhanced media thick-
ness, but different vessels have different reaction to
hypertension and antihvpertensive therapy.
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Table 1. Comparison of blood pressure at various period in rats of three groups (z+s, kPa).
Groups n pretreatment a week after treatment pre-execute
HT 10 25.01+2. 374 26.724+3. 84% 22. 9714, 34
Hypertension 10 25.13+3. 684 30. 73+4. 219 29. 73+ 3. 824
NBP 10 15.0342.02 15.124+2.71 15.67+2.93

HT . hypertension treatment group.

blood pressure group; c¢: P<0.05,

NBP: normal blood pressure group.

a; P<{0.05, b: P<{0. 01. compared with normal

d: P<0.01. compared with hypertension group.

Table 2. Comparison of measurement data of the middle cerebral artery in rats of three groups (z=+s).
Groups " LSMCM TA media area bore area
HT 10 2.4+40.5° 13.8+1.6° 5, 340, 52 6.540.5b
Hyperiension 10 3.1+0. 4¢ 19.6+2.1°¢ 7.240. 8¢ 9.2+40. 44
NBP 10 2.3+4+0. 4 15.2+1.7 5.1+0.6 7.14+0.2

[.SMCM layers of smooth muscle cell in media. TA . transverse area. HT NBP. normal

a: P<{0.05. b: P<0.01, compared with hypertenion group; ¢; P<(0. 05, d; P<{0. 01, compared with

: hypertension treatment group.
blood pressure group.

normal blood pressure group.
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Table 3. Comparison of measurement data of the basal artery in rats of three groups (z=+s).
Groups n L.SMCM TA media area bore‘ area
HT 10 3.540.6° 36.1+2.1°¢ 15.4+1.6° 15'. 2+1.3¢
Hypertension 10 4.040. & 38.2+42. ¢ 16.2+1.7° 13.6+41.34
NBP 10 3.340.6 42.343.6 12.341.3 21.4+1.6

L.SMCM : layers of smooth muscle cell in media.

TA; transverse area.

HT: hypertension treatment group, NBP: normal

blood pressure. a; P<C0. 05, compared with hypertension group; c¢; P<C0.05, d; P<{0. 01. compared with normal blood pres-

sure group.
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