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Effects of rosuvastatin on Bcl-2 and Bax expressions in aorta of rats with

hyperhomocysteinemia
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[ Abstract]Objective : To investigate the effects of rosuvastatin on expressions of B cell leukemia/lymphoma—2(Bcl-2) and Bel-2-as—
sociated X protein (Bax) in aortas of Wistar rats with hyperhomocysteinemia (Hhcy). Methods ; Serum triglyceride,total cholesterol,
low density lipoprotein—cholesterol and plasma homocysteine(Hey) concentrations were detected by ADVIA2400 automatic biochemi—
cal analyzer, pathological changes of aorta were observed by HE staining and Bel-2 and Bax expressions of aortic tissues were detect—
ed by immunohistochemistry and RT-qPCR detection. Results : Plasma Hey concentration was lower in rosuvastatin group than in Hh—
cy group, (10.47 £0.07) pmol/L vs. (85.38+0.2) wmol/L,with statistically significant differences(P<0.05). Aortic injury was less se—
vere in rosuvastatin group than in Hhey group. Immunohistochemistry demonstrated that Bel-2 protein expressions were lower in ro—
suvastatin group than in Hhey group and Bax protein expressions were higher in rosuvastatin group than in Hhey group,with statisti—
cally significant differences(P<0.05). RT-qPCR assay showed Bel-2 mRNA was decreased in rosuvastatin group than in Hhey group
and Bax mRNA was increased in rosuvastatin group than in Hhey group(P<0.05). Conclusions ; Rosuvastatin can delay Hhey rat aortic
atherosclerosis hardening process through decreasing plasma Hey concentration and influencing aortic tissue Bel-2 and Bax gene ex—
pressions.
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S R SE e pELcTt, BEAL o 3 21 - Xk MR 2H K Bl 3t e i el
MR 11 RS HIKRE B 26 FIALTE ;Hhey 2H 11 2. K
B T )RS R PR DL-SE 2R T A 3R K, 45 T
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FHFEH- ADVIA2400 4> H 84 (LA
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1R (3£ H Santa Cruz 24 7)),SP-0023 Histostain™—Plus Kits
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BEAEFEILE )N TGN 74 - B-actin( 153 bp) : i 5°-GT-
GGGGCGCCCCAGCACCA-3", il 5° ~CTCCTTAATGTCA -
CGCACGATTC-3" ; Bel-2(96 bp) : LiiF 5°~-TGAACCGGCA-
TCTGCACAC-3", Fiff 5’ -CGTCTTCAGAGACAGCC-AGGAG-
3’ ;Bax(98 bp): Iii# 5’ ~TCCACCAAGAAGCTGAGCGAG-3",
T 5°~GTCCAGGCCCATGATGGTTCT-3" , PCR #4441k
Tii# 50 °C 2 min, 95 C 2 min, 94 °C 55,55 C 105,72 °C 10 s,
45 PMEFR 985 95 °C 05,55 C 155,95 °C 05,40 °C 0 s, 18
i LightCycler® Tl real-time PCR R4t (¥ [RAH) A7 4K 1
ME A ct (HFER BFREEH 5 R H 0 8 S5 %A
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2GR S A M IIE TC(F=2.967,P=0.067) 2% 5
T2 55 s &40 1] Hey \LDL—C 7K PR F54 IE A 4y
A, MR Kruskal-Wallis—H K36, Hhey 2H13E Hey 7KFHH
B TX R EH (Z=-3.974, P<0.05) , B 4T F AL TT 45 1M 3% Hey
JKAE T Hhey 41 (Z=-3.974,P<0.05) , 22 ¢ BAH i1 75
;s Hhey 215 % 1820 8] LDL-C /K (Z=-0.134, P=0.790) ,
FREFHABTT 415 Hhey 2H LDL-C /K- (Z=-0.301, P=0.763)
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ULV LA S 256, DI 1
2.3 SRR EFhARALLE Bel-2 Ao Bax KA 4R

B IE) Bel-2 B3 Bax FUATF & IEAEA 0, BOR H
Kruskal-Wallis—H ¥4 , Hhey 41 Bel-2 Hy3 s o7 A7 4 i 1%t
MR2H (Z=-3.975,P<0.05) , 57 Ffh 7 T2 Bel-2 S S hg F155
T Hhey 241 (7=-3.978,P<0.05) , 227 A G235 3 ; Hhey2H
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x1 HAKXKRMI Hey. If1iE LDL-C. TG TC K FMELE R (n=11)
Tab.1 Plasma Hcy,serum LDL-C, TG, TC concentration in each group ( n=11)
g s Hey ( wmol/L ) LDL-C ( mmol/L) TG ( inmol/L ) TC ( inmol/L )
M Q, 0; M Q, 0 xxs xxs
X R 11 4.89 4.83 4.93 0.33 0.32 0.35 1.30 £ 0.08 1.77 £ 0.04
Hhey2f 11 85.36 85.22* 85.50" 0.32 0.32 0.35 1.29 £ 0.07 1.81 £ 0.05
it P T2 11 10.47 10.40" 10.52" 0.32 0.32 0.36 1.28 +0.08 1.81+0.04
VA 11 -3.974 -0.134
Z1H" 11 -3.974 -0.301
F1H 0.110 2.967
P1iE" 11 <0.05 >0.05 >0.05 >0.05
P 11 <0.05 >0.05 >0.05 >0.05

T : Hhey 21 5 XFRAL RS, a, P<0.05: Bi#T AT T4 5 Hhey 21 L%, b, P<0.05

Bax T 328 52 o7 FRLMEE T %ok BB 2H (7=-3.986, P<0.05) , Fig & A& Al
TT#H Bax SN BV T Hhey 4H(7=-3.989, P<0.05) , 225

X HRZE Hhey4l kT AT 4
1 KREZKARAEYHF HE FELZR(400x )
Fig.1 HE staining of paraffin sections of aortic tissues ( 400 x )

% 2 Bcl-2.Bax ZEFREF LI TH Hhey HR IR A FHIFRIE
Tab.2 Expressions of Bcl-2 and Bax in rosuvastatin group,

Hhcy group and control group

g o Bel-2FH BaxFH43
Mo B M O 0
popiiEiil 11 113 102 163 670 670  7.00
Hhey?l 11 610 570" 650" 156 154* 1.62°
FREPRABITAL 11 2.80 270" 320" 343 342" 344"
AR 11 -3.975 -3.986
AR 11 -3.978 -3.989
PE" 11 <0.05 <0.05
PE" 11 <0.05 <0.05

1 :a, Hhey 205 X IR ZH L &5, P<0.05; b, B &7 AR AT T 40 Hhey 4H L
#,P<0.05

Bel-2

Xof HE 4

TP R T4
& 2 Bcl-2 1 Bax EXREFIBKALRRIA (400 x )
Fig.2 Expressions of Bcl-2 and Bax in rat aortic tissues ( 400 x )
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xt &k K -F

YR AR @ 1 222 5 Bel-2 A1 Bax mRNA AHXF 3654
KV, S5 R F B R S a7 AT 402 Hhey 4 Bel-2

mRNA FERKEFEAR, 5 TR, P<0.05; FihT AR A7 4H Bax
e
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-B
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popickitl Hheydl  FikpAfbiT4l
a, Hhey 205 X%t I8 ZH L 55 , P<0.05; b, BT (8 AT T 405

Hhey 2H LWL, P<0.05
3 KREZHPKAL Bel-2,Bax mRNA Fik 22 {HEL
Fig.3 Comparison on 2 values of Bcl-2 and,Bax mRNA

expressions in rat aortic tissues among groups
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B BB B A 255 AT A 58 A W1,
AS (R B FR AR 2 — & VSMC R3S, VSMC
AT, AT Re RS AS IR 3Tl Z—H,
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Bt 55 R T A X P R A AT VSMC 2 [R] ) A
JCREI | RO I -V UL e 3 1

Bk AT T 5 A R A M I A T AR
Bt AT T 0 Sy T AR AR LA M Z 5 VR, ek
# AS FEFSE 2R AN . 2006 411 ASTER-
OID SRS 1 YIE S HGEF AT T AT LA 2R AS
WIS IRIE , B AT, ME— B KA I R 58 IE B
A LIS G sk R B (At 7T 25 250 R B dT AR AT
RZAF5E B LR SE B T AR AT T 7] LAXT L AS B4k
IR N s AR BRI T 1 S S K A S T L
YRR T B2 AS BEBLAE X Hey I B AR
FE BN P s LR R, ASEIGEE R B AN
il % Hhey 2H Hey K46 BRZH 8 55 | T AR fUHh-
cy, MIRFEARTE %, Hhey 20K B 3h k414! HE s
i RIE R AS FHHPE Ak, dE—2UE Hey
YENMAL RN RS AS % UG, iX 5 Ansari
] 30 d 1Y Hhey 78 K BB ML A2 4L, 7 A= 1
W Hey BUHSINAFSLER 4518 —30, BndT AT 4l Hey
IKE4E Hhey 20 FRAR | 32 30 Jok 20 220450 43 ) Sl i 2%
5 Monetti 2580 18 7E 2008 & 11 E BBE /N BT 2L
AL EREFARABTT P AS APt & R 1R 2R —
B, PERIEPAAMLT TV S R B T2 AS BT
AEL AR AS JhS7fGK 2 Hhey A 55,

Bel-2 PR —F U S ), & HAa Wl R T
IVER , A W5 B s IEZR AR08 125 Bel-2 JEH 5
FIRA H, Bel =2 38 1] LABEARFN BH 11 25 P #EAL D 2
S AN T U5 DNA A% Yy (a 5% [ 45 S 20
PRI 45 () 2190 Bax S —F Bel—2 G5 g for T+4%
AR I BIRAE IEH RS T HUR T Bel-2 A
HIDIEE , fe IR T K A O FE DRI SRR 11 4AE , 2440
HIP Bel-2/Bax 5 SRR K & 3 m A B —EFR
2T 60 980 TR 5 5 T AN P Bax [R] R IR AR 2]
YU O] AR 55 S F T, AWF5E BN, Hhey
ZH N PR ZH KB E Bk Bel—2 mRNA B 543400, 40
RELH ARSI, Bax mRNA 5 SRR A% , fpis 414k
A s Hey W5 R B FE Sk Bel-2 ik R 1EAH
X5 Bax FUAISE, AR Bel-2 A Bax FEiA7E R
YA TB0 AS BB TP, EadT AT A
KR TR LU4E Hhey 241 Bel-2 mRNA 545 AR
G AL L4348 Hhey 41070, Bax mRNA %% st 18
I, G pe AL R B | R B A 7T I8 B i
3 Hhey £OK B E AS 475 7] g 1 %) K B £ 3h ik
Bel-2 Bax &34 14 V8 17 %2 W U 5200 VSMCHE T 5
P8 T HOAE T, o m] BE 2 AT 2 2% Bel —2/Bax [R5,
S B R R VSMC TR (AR 3
TR IR S ME— IR B 5 Hhey 20 AS HLBE DL Fig
FHARMITIRYTY AS AR SR 2 ikte, AT A&

T X = Bh ik 2 220 A ML ey DL B TR 2
WHLHELA T 2 2 T,

ZE LT AW IE At @57 Hhey s PR 3
DA B H M T 647 T 100, 45 5 R S EF AR AT T nT il
Bel-2 FRHAIK, Bax FRik T, NIMTFEAIG Bel-2/Bax
R B2 VSMC 3958 5 98 T8l 4% T 3h k41 21 AS
R PEREREFAAMLTT A 0] BEE L F T Bel-2 1
Bax kML Hhey XK RAVE AS /EHT, iX 1] fig
Sl IR EFAABTT VAT Hhey MLAE S350 AS 415
b SR , BARMLHIEAFIE— A5
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