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[ ABSTRACT] Aim To explore the effect and potential mechanism of atorvastatin on C-reactive protein ( CRP) secretions in
adipocytes from hypercholesterolemic rabbits. Methods Fourteen male New Zealand rabbits (3 months old) were randomly
fed with normal diet ( n= 4), higlr cholesterol diet ( n= 10) for 8 weeks, and then highr cholesterol diet rabbits were assigned to
either atorvastatin 1.5 mg/kg*d ( n= 5) or starch (n= 5). Two weeks later, subcutaneous adipose was collected for culture.
CRP concentrations in serum and adipocytes culture supernatant were measured by latex particle enhanced immunoturbidometric
method.  With semr quantity reverse transcription polymerase chain reaction, peroxisome proliferator activated receptor ( PPAR)
¥ mRNA expression was determined. Results Serum CRP levels were obviously reduced by two weeks atorvastatin treatment
in hypercholesterolemic rabbits. ~ Serum CRP concentrations were correlated with low density lipoprotein cholesterol ( LDLC) lev-
els (r=0.890, P< 0.001) and CRP secretions from adipocytes (r= 0.688, P= 0.007). The CRP secretions in adipocytes
were intimately associated with LDLC levels (r= 0.869, P< 0.001) and PPARY mRNA expressions in adipocytes (r= - 0.
857, P< 0.001). Conclusions Hypercholesterolemia might induce CRP secretions in adipocytes.  Atorvastatin reduces
CRP serum concentrations and adipocyte secretions in hypercholesterolemic rabbits, which are possibly dependent on its cholester

oF lowering effects and upregulating PPARY mRNA expressions in adipocytes.
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FHE_ERZRFY T O(HFLA LRI EE
ZRe, AKIE:001 5), BEEK 1 ABILEAE
EARATELMBELIN, RAEHEIE 10 AAEREE
FE R B4 R 1% RE B B, 8% JE M1, 7. 5% & E B, &
HHEFREAR) 4 ArteLREAY, ERAEX
#HE120g. F Q8 AFAMMAEFKRE, £ 9 B
EEEEBRRHAAETFAHBNEEENL TH
FHA&RAMIT 1.5 mg/(kg*d) (n=5) FIEH 1.5 mg/(kg*
d) (n=5. 2 ABENMAEZHRE, ERKERS
T(REZM 25 myke), BB RALETREKA
PHATRE G B3 Fr . K & FE B B (total choles-
terol, TC) « H 81 = B ( triglyceride, TG) #0 1% % Z ik &
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AT 4 B K F B & 78 H L 7170A & A4 _E 34T
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HEHN— KK 25 an’ BARMF. KN 37C, 5%
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RE I W & 4G B 28 #9 B Trizol 0. 1 mL/em’, 40 22
R AT K, E N E VAT RNA R, ]S
UL, B9 % RNA, R F| i 4 33X 77| & i Promega /A 8] #
B, % RNA &£ & # X B W 1E A T A& & cDNA.
PPARY. A %t B8 B-actin 8945 5| %1 7 7] & B Gene
bank, B LA M T RAER AN AR, £ ETHSH
F 5|45 % 5-TGG GGA TGT CTC ATA ATG CCA-3’
#15-TTC CI'G TCA AGA TCG CCC TCG-3’, 5’-GIC
ACC CAC ACT GIG CCC ATC T-3’ f# 5°-ACA GAG
TAC GCG CTC AGG AG-3 . PCR K AL %%t 4 94 CTA
AW 4 min J5,94CEME 1 min_ 55°CiE K 1 min
72 CHEf# 1.5 min, 34 NMEF 72 CHIEF 10 min. &
£ PCR 7 #1% Bio-Rad Gel Doc 2000 /& 1% % %43 #,
F| B Quantity One 4. 03 47 % 44 %t 3 g 48 6 Fix =2, 0k
SRBATEEREEGNE, ¥ BiksERHFAATEE
44
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2.2 FHERINEMFERHAELEEFRP CRME
HKFRITL

TE TR B A ek 4 BT FEAR A YT 2H 1 13 Al
CRP K FERTREEM. 5 8 AN IEFH K &4 MK
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T2 J& J5, e BE [ A O RE G 3 CRP B 7K R F%
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%1 BARMAEFMEEER (« 1)

TC (mmol/L) TG (mmol/L) LDLC (mmol/L)
9 A n
0 8 J& 10 4 8 J& 10 4 04 8 JE 10 4
IEHA 4 1.4630.35 1.1030.26* 1.0070.32 0.75%0.18 0.7530.17 0.78 %0.32 0.5830.23 0.3810.19* 0.38%0.19
VER 2H 5  1.71%0.28 18.33%3.26 20.3%1.30" 1.1830.21 0.69+0.12 1.82%0.51 0.79%0.14 8.01%1.14 8.4270.47
FATFE A At T4 5 1.39%0.22 18.57*1.69 8.06%0.71 1.0720.13  0.6930.23 0.9710.24 0.5910.11 8.1730.72 4.4410.38

a N P< 0.01, 55 = IR AR R (SEmALRIBTFEAR A T) AHLLES b A P< 0.01, H=4IM L4
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gy 4 n 0 A 8 10
IE#A 4 2472%207 3220 =54 3 220 T64
ek Al 5 2377%223*  3239%159° 3 250 £90°
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FESCIS A5 R 10 JA, IR IR 4 Ve ¥y 41 Bl 6
Bty T AL AR 7 48 i _E 3B W CRP ZKF- 4370 : 7. 56
1. 33.44. 53 6. 08.27. 36 +6. 46 mg/L, 3 4H 2 8] %
FEAEZEM(P<0.01) . 807405 W CRP /KT
51 CRP /K°F(r= 0.688, P= 0.007) F111L% LD-
LC /KPR ZEHMF(r=0.869, P< 0.001, % 3).
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P— . M3 CRP KT (mg/L) Ji 197 448 2. CRP
B3 iei JIEL [ 2 £ 8 T2 A (mg/L)
E# 4L 4 1.00%0. 31 1.3230. 64° 1.41 0. 50° 7.56%1.33
TR 2H 5 0.93£0. 33 7.01£1. 64 6.30%2.22 44,53 %6. 08
By FE AR AR VT 41 5 0.8710. 40 6.58 1. 63 3.47710.86 27.36 16. 46

a iy P< 0.01, 5 HH R B AR A S (BLFE S M AT B FEAR 7T 41) BREG; b A P< 0.01, 3 410 Hhg
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FAIE . SRTH, FEARI S A N B AT 1 9 B,
fEHR R CRP JKF 5 13 TG 7 &5 A5 5 B2 K7 2 1F
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CRP [)7K-F B B4 0E H & 47 =, 1 H 55 PPARY
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£EA] B 2 &1 PPARY [ ik, PPARY & &H B #%
HmRE 7, BA 2. PPARY 175 2 F 41
Mok, (HLLRE 4 . © A WF AL 278 PPARY
E BAR% S R T P L A A6 A P, ) 4
MuBR 7 & 8 B A B AN Sk R I AR . BRAE
W72 7~, PPARY $11 A 17 40 it 2 v (1 Al L A 2% 6,
$E7R PPARY 1] B8 H A R 15 5 17 40 B 48 RE S % 1 1
FAM . AEASHI TR, v R [ A OfRE T B S AN I A
I 5] 5 )5t B A 4] PPARY ) 2 32 SR 38 i i s
41 B 31 CRP.
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fEIM3E CRP AP (H LML) oK g B . AHF
FUUE A 2 R BB FEARAth VT I8 7 55 38 B A v L[] 7 i
fERIMTE CRP BI7K-F, 1 H. 5 B AR A [ B A K.
1M Plenge 25" 4R 38 &R 2 J& 0 - ARMIT 167 7 &
Z K CRP /K, (H5 B AR [E B2 B e . BEAE
of fe IEL ] 2 IS S AN B F 78 B, B 3R CRP 1
FEEARERENSBSHERED B 3K
SEREREAL IR R B 0 LDL 45 & . AT A, Il LDLC /K
ST B A 45 A B ) CRP, JHEEFR CRP 7K. [A]
I, 76 70 S5 e I ] 2 ISR T 3 e 384 o 48046 LDL
R R o AT 5 27 7 10 AE ] K 2 3
FE BB GL T, BTFEAR AR VT B i 2% A [ B2 /K P v]
PLRIR 8 E SN S BRI CRP 7K T o

ARG RE— 2 B T NG i 4 43 W CRP 7KF
55 1M 2% AR [ B2 KT 2 EAE O, S AT 40 . PPARY &
RS WAt AT, & A E B R S 200 B Al
Fe Py L 3 P SR 44k T 4101 1 g 0 40 il PPARY )
Fik. [FER, 75 3T3L1 JE 5 40 i R 0F 78 27 40 il A
JIE [ % 4 #% AT LA _E A PPARY 7E IS I 40 i R ik 9
&, FAA YT AT R RS DT 40 B PPARY RIS
AT T3t — 5 s B FE AR AT S 25 A A1 s L ] e o
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R T i 07 240 L P R B SR SR X PPARY 3Rk U4
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FRABYT TE A% 40 i LG S i PPARY 3R IE A1
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Xt AT R A IR 0T 42 W CRP LA 2 —
g3 b P ik, AT TR W e AE i I O AT A T
A 9 A S B 43 CRPo BT FEAR AR YT 7T 38 ik P A
AL 4% JEL 1 % 7K 1R g 5 400 . PPARY 2R 325 SR sk
fIRIMLIE CRP 7P Fyae /b Jig 17 48 i 73 3 CRP
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