Z # E 25 Anhui Medical and Pharmaceutical Journal 2020 May,24(5) - 947 -

doi : 10.3969/j.issn.1009-6469.2020.05.025 OlEREZEC

MK T 5 P LA Bk TG &
S WL

BRI, TR, J g ag 2
Yl T BEA R F R A4 T A PSRRI E FA, IT . B4 214000
PRAKIF RS, I A 214000
AR B TR AR A ARR R 4 i 35 H (17KJD310004)

WE:BM IR ZEKE D (Ang 1) Z2EEEN TS R M-I VLA (VSMC) AW, ZRITHAHCAE RIS . ik LLVSMC
SBRFEXS G, S B A 2 AL Ang T14H L AT (3-MA) 2H | A I 8300 5 A 85 2 (Rap) 41 I3 55K K 1 (AT1) %2
RANHIFI (ARB)ZH \3-MA+Ang [1 20 .Rap+Ang 11 41 . ARB+Ang I ZH , % JH MUkl (MTT) b 68 546 0 410 B A7 3% 2, 26 11 B 4 s
EPTIREAS I [ WG AH S HE P IR AL RS OC R 11 (LC3 1) Rk 2R Ak, Sl s A il A e/ MASE 78 ik . R eghas i
2R M (0.159+0.001) , Ang [T ZHWEGRE 4 (0.151+0.003) , A1 ELAS A2, LA Ang T 259 % ZRAEAFT5 RASIE AN i, 22 %06
GiilEE X (P>0.05), A FRRIEET SR BRMA Ang TEHE VSMC () LC3- 1 335 3 22 | S B B it ik B2 4
Pk, F0] Ang [ #E VSMC AMER . 3-MAXS Ang 11 (107 mol/L,24 h) 521 LC-3 1T 323514 & 24175 , Rap X Ang
II (107 mol/L, 24 h) 51 LC-3 [ Fik it LB FIEH . ARBX Ang 11 (107 mol/L, 24 h) 51 AY LC-3 [ ik il i 5|
IR, R AR Ang TS ATIZRS EAY . 2538 Ang T3 AT1 SRS B i -FH LANAG & A A

KGR AR RR L WUAIM, Pl A S A Bk 28, PEP 5]
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Abstract: Objective To study if angiotensin II (Ang I ) is able to cause autophagy in vascular smooth muscle cells (VSMC)
and the related mechanisms of autophagy. Methods The VSMC was adopted as the research object.The establishment of groups
were the control group,the Ang Il group,the 3-MA+Ang I group,the Rap+ Ang I group,the ARB+ Ang I group,the 3-MA
(autophagy inhibitor) group, the rapamycin (autophagy accelerator) group,the Angiotensin II type 1 receptor blocker (ARB, AT1
receptor inhibitors) group.MTT detected the cell viability, western blot detected the changes of the expression of autophagy-related
proteins LC3- Il , immunofluorescence detected the changes of the number of autophagic bodies.Results MTT results showed that
compared to the control group,adding Ang II drugs have little effect on cell survival, which suggested that Ang II did not affect
cell survival. Western blot showed that adding Ang II could increase VSMC expression of LC3- Il , exhibiting a time-dependent,
concentration - dependent manner, which suggested that Ang I can promote VSMC autophagy.3-MA play an inhibitory effect on
Ang II (107 mol/L.,24 h) caused increased expression of L.C-3 Il .Rapamycin play an overlay effect on ANG II (107 mol/L.,24 h)
caused increased expression of LC-3 Il .ARB play an inhibitory effect on Ang II (107 mol/L.,24 h) caused increased expression of
LC-3 1T , suggesting that Ang Il induced autophagy through ATI receptor. Conclusion Ang Il induces autophagy in vascular
smooth muscle cells via AT1 receptor.
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Efficacy and safety of intensity modulated radiotherapy combined

with TACE in the treatment of primary liver cancer
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Abstract: Objective This study was designed to evaluate the efficacy and safety of intensity modulated radiotherapy (IMRT) com-
bined with transarterial chemoembolization (TACE) in the treatment of advanced hepatocellular carcinoma.Methods 70 patients
who were with advanced primary liver cancer and treated in The People’s Hospital of Taihe from September 2008 to September
2015 were randomly divided into two groups, the combined group (36 cases) and the control group(34 cases).The combined group
was treated with IMRT combined with TACE, and the control group was treated with TACE alone.The short-term effective rate, 6

months, 1-year, 2-year survival rate and adverse reaction rate were compared between the two groups.Results The total effective



