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ABSTRACT Objective: To investigate the influence and possible mechanism of 17-Allylamino-17-emethoxy-geldanamycin
(17-AAG) on the intimal hyperplasia after carotid artery balloon injury in rats. Methods: Thirty-six male SD rats were divided into Sham
group (n=12), Bl group (n=12) and 17-AAG group (n=12) randomly. SD rats were injured using a 2F Fogarty balloon embolectomy
catheter. 17-AAG group were disposed by intraperitoneal injecting 17-AAG at a dose of 20 mg/kg2d. After carotid artery balloon injuried
21 days, the damage area of the segment were harvested, HE staining was performed to observe the morphological changes of intima and
to evaluate the degree of intimal hyperplasia. The expression of proliferating cell nuclear antigen (PCNA) in each group were by
immunohistochemical staining to evaluate the proliferation of vascular smooth muscle cells. The degree of apoptosis of vascular smooth
muscle cells in each group were detected by flow cytometry. Results: The results of HE staining showed that there were different degrees
of intimal hyperplasia following carotid artery injury in BI group and 17-AAG group. I/M ratio of BI group and 17-AAG group
significantly increased than that of Sham group (P<0.05). I’'M ratio of 17-AAG group distinctly decreased than that of BI group (P<0.05).
The results of immunohistochemical staining showed that the expression of PCNA in carotid artery in BI group and 17-AAG group were
significantly higher than that in Sham group (P<0.05). The expression of PCNA in 17-AAG group was significantly lower than that in BI
group (P<0.05). Compared with Sham group, the apoptosis rate of vascular smooth muscle cells in BI and 17-AAG group significantly
increased (P<0.05). Compared with BI group, the apoptosis rate of vascular smooth muscle cells in 17-AAG group obviously increased
(P<0.05). Conclusions: The results of the present study demonstrated that 17-AAG appeared to attenuate intimal hyperplasia after carotid
artery balloon injury in rats. The possible mechanism of inhibition of neointimal formation may be enhance the apoptosis rate of vascular

smooth muscle cells.
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Fig.1 HE staining of carotid artery(x 200)
A. Sham Group B.BIGroup C.17-AAG Group

*® | FATHREREROARRE 21 ROESEEL
Table 1 Morphological changes of carotid artery of each group at 21 days after balloon injury

Groups IA (um) MA (pm) IA/MA
Sham group 3.6% 1.1 82.7+ 4.3 0.06+ 0.007
BI group 89.1+ 17.3* 98.6+ 5.3 0.92+ 0.53*
17-AAG group 382+ 7.6% 90.2+ 6.3 0.41+ 0.082*
iE:*P<0.05,5 Sham AL %:;* P<0.05,5 BI AR,
Note: *P<0.05, compared with Sham group, * P<0.05, compared with BI group.
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Note: A.Sham Group B.BI Goup C.17-AAG Group.
150+ *
o @8 Sham
*A O B
< 1004 0D 17-AAG
[&]
o
s
[a]
o) 50
0- L)
Sham BI 17-AAG

B 2 BAFRBNRK PCNA RikKF(x 400)
Fig.2 Expression of PCNA in the carotid artery of each group(x 400)
iE:*P<0.05,5 Sham £ALL%:;* P<0.05,5 BIALLE,
Note: *P<0.05, compared with Sham group, * P<0.05, compared with BI group.
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Fig.3 Apoptotic rate of VSMC in each group
iE:*P<0.05,5 Sham ALb%:;* P<0.05,5 BIALLE,
Note: *P<0.05, compared with Sham group, * P<0.05, compared with BI group.
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