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28 [z s IR KA NI IT7 ARG 35 MR TS Fas PRI 20022
FATT 2591 T

WEHE, B, JLEal, tBidE, XIEHA, FEFE
(P @ RFHREERS A, :éﬂria/é K7 410011)

[ R  AAE; HT AW Fas ST BB E W Hrh;, BBEABRAMMNZT;, ZEBERIBRANGS, B
B BRI IREH, Fﬂﬁﬂkﬁhﬁ
(8 ZE] B HKALEABRIARANBEGTREONABREELEFREFNEL K TIEMN Fas 9T R4
TR T E T R YR, Tk SRBOBZEBRIRMINEGHFRERREEERLBREEH, UA
20 ) K& T HRAE A R A T He AR T 3877 69 B MR S EH 3T I8 40 . R I BETE S0k TR R 2 ik AR L 3 T iR M
Fas K. R ZRARMNIRANG T KE TR F W 3 7T 5 Fas(469 £126 ng/l) B ¥ & T £ % s B 41(43 19
ng/L) < & #H 48 (123 123 ng/L) A= £ Bk F 48( 132130 ng/L) (P < 0.01); & S5 042 K B pk F 4 o K T 5 Fas
)&,%'Fi%"h‘ﬂ“ﬂ( P ¥<0.0l); mBOHBALBFREMZ AR TEN Fas 2F AL F M. BTHEKRI KA
BITRE 6 h ST Fas KFZAIEE, KB 3 RAB M b TR Fas T EH X RG%E, MieKtb T4
i i%ﬁ%ﬂ&(@\%lh 2 036 1422 #2 1 157 £268 ng/L, P< 0.01); K& 7 Rt BB f 4542 & KT, 76 /7 0T & £ RAK
KTF( A1 4 1460 1266 #= 798 £111 ng/L, P< 0.01) » i Z R ARIHIRANBEFKEBRLFEH R T R4
Fas & T A B HRE & F, oK T IE M Fas 35838 35 5T A8 R TN B 5 K 09 A A5 4T, T 42 R AL T F 30 T 4 o 38 T I8
% Fas 7&%&:&‘1‘%1& TR A AR T 0 B E A LH 2 —,
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The Changes and Effects of Atorvastatin on Plasma Soluble Fas in Patients After Percuta-

neous Coronary Intervention
XU YrGuan, ZHOU Sheng-Hua, SHEN XiangQian, QI ShuShan, LIU QrMing, and LI Xur Ping
( Department o Cardiology, Xiangya Second Hospital, Ceniral South University, Changsha 410011, China)
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Enzyme Linked Immunosorbent Assay
[ ABSTRACT] Aim To investigate the changes of plasma soluble Fas in patients with restenosis in 6 months and effects of
atorvastatin on plasma soluble Fas in patients in the early stage after percutaneous coronary intervention. Methods The lev-
els of soluble Fas in plasma of patients were examined by means of enzyme-linked immunosorbent assay in 13 patients with resteno-
sis, in 16 patients without restenosis in 6 months after percutaneous coronary intervention, in 20 patients with coronary artery dis-
ease, in 20 healthy without stenosis in coronary angiography, and in 20 patients treated with selective percutaneous coronary inter-
vention and with or atorvastatin in prior percutaneous coronary intervention, 6 h, 24 h, 3 d and 7 d after percutaneous coronary in-
tervention. Results The levels of soluble Fas in patients with restenosis 6 months after percutaneous coronary intervention
were significantly higher than those patients without restenosis, those patients with coronary artery disease and those patients with-
out stenosis in coronary angiography (469 126 vs 132 £30, 123 £23, 43 £9 ng/L,, respectively, all P< 0.01). The levels
of soluble Fas were also significantly higher in patients without restenosis after percutaneous coronary intervention and in patients
with coronary artery disease than those patients without stenosis in coronary angiography (all P< 0.01). The levels of soluble
Fas were rapidly increased in patients 6h after selective percutaneous coronary intervention, reached its peak after 3 d, and rema-
ined very high after 7 d.  The levels of soluble Fas were significantly decreased in patients 3 d and 7 d after treatment with atorv-
astatin than those patients without atorvastatin ( from 2 036 £422 to 1 157 £268 ng/L, and 1 460 £266 1o 798 X111 ng/L, re
spectively, all P< 0.01). Conclusions The levels of soluble Fas were significantly higher in patients with restenosis after
percutaneous coronary intervention than those patients without restenosis.  Persist increment of soluble Fas may act as the predic-
tors of restenosis after percutaneous coronary intervention. The levels of soluble Fas significantly decreased after treatment of ator-

vastatin, which may be one of mechanisms of statins preventing restenosis that.
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WEFE IR, 48 B2 5 R 3l ik A N8 9T ( percutane
ous coronary intervention, PCI) AR J& F Bk 42 955 A ANMUAF
TEF 38 WL 4H A8 ( smooth muscle cell, SMC) 3%, 1 H.
FAAEFI LA M R T2, P 7 AT BE 2 I 8 B~ Vi L
290 434 o R R R TS AN R 45 R e Roque & &
IR, TR BN K BT A S5 75 5 R 0 40 B T S S, B
WA R E . EE AN, B BB ARG
T 1G5 R R, T R — M ROR T A R
AR AR I 5 . Tsner 257 EE TN JR K 1 B ik
SRR AL DR LR & PCT AR J5 F 8k 78 i A bR A, A HL 5
B 7 B R W R DR R ) S8 3~ T UL D 5 5 AR O
T=o FRATIR FH i 1% H 28 W Bt U 5 ( enzyme- linked im-
munosorbent assay, ELISA) VAl PCI AR J5 F 87 .k
PR A BB 3R I 2K AT VA1 Fas(soluble FAS, sFas) 7K°F,
PAS PCT AR J5 AR R AR At VT R 33V 97 X L sFas
AKERIFEME, BR D) skas N2 BT FE AR VT 7E R84 BT VA
HIFEA .

1 RAMFGE

L1 WHREDHE

Z F TR BRA N EIT L (PCL 4) 3% #2004 &
I~12ABPCIARE(FAEEEHBAZIE)6 A
RNEKRREFWEH 296, EERRS IRER, #
BMERIREZERDS N BERF AL HRE A,
HEFREL 136, B 10 6, &£ 3 #l, F 35+
50.2%12.2 %, THHREH 16 61, F 12 #, & 4 f,
FHERS0.0X14.4 %, BREFZX N ETAME
FRERIE 250%, RIEFADEBREAELRE 4
BHERR D 50% AL, TEKEFLETANDEREE
BREHNT 20%. mABERHETRTIHERE
HEBALARTRRES AR ORA(LEREE
BXRT 250%) Fu iF ¥ (8 W RE R IE . T E W
Mo BEARE), TOR4 2 6, B 17 6, &£ 3
B, FHEH 60.9 8.0 %, E# A 20 4, 12 4,
% 8, FH 4 61.6E8.3 %,

20 7] 2004 £ 1~ 10 A 8] 7 & 2 AT # H#
PCI AW &%, B4 A MR T THA(BT
) Fo sk F LR AMIT A (A EYA), & 10 7, A&
FUA FRFPRFHREZRLEER. HTA
BREAKERESN, & TFTEHANAFTIREMT EX
40 mg, BER] — K M WA *T B A K R M AR T 8
W, HEFEAABRERBITH. AL AT KA
AE6h AKJE24h KRG 3R AJE T AN i

¥ sFas.
1.2 ¥R g

Br& PCL R J& B 5 B & 7R 3 k& & R A # %
HEWTATER SR ERZNEL, EREETER
B fik 1 % 60 b BUA R #% fk i 2 mL, & T 10 mL EDTA
TERE T, ATEHPCIANEFANERET 4 M,
AJE 6h24 h.3 K.\7T K& B 3B A& R # fk i 2
mL, & T 10 mL EDTA #1¥ & #F; P18 A7 A 4 J5 2
h W EL 3000 i/min B A 5 min, ;L EER ¥4 EF
EP %, B- 70 CIRIEFRHEFHH .
1.3 EEEE G IR B SA AN AT A M Fas 7K

1 ¥ sFas A& 2 % Bl B B % % R B
A& B GeneMay A &l ( R Y| db = A E RHE) .
F= &5 A GMK245, sFas W JE #1404 ng/L. 24T
A2 P2 A 3R & A BT I IR BA B R B AR (R 4
THE. EHAFNLEA450 mARBELE; B
&, TESE R,
1.4 GitZEE

R SPSS 11.0 8t AT B S it. B x
ts X%, #4T BB, P<0.05 A ERITH¥£ER

2 & B

2.1 FBE—FRIGKRERAIELEL

20 2 AV ERE PR I iR 92 0 A4 AR
SRS, PCI R G R EH S LK EH
(B GBS 22 5 et O 2 5 PR A 2 AT B, ANAE
BRI LR L FAZER(P< 0.01); M ka4
HIE®H 2z A LR, 8 F HDL /K -F356 B3 =2 57
(P< 0.05, P<0.01)(F 1),
2.2 FBEABEMEFIAM Fas KFHILLE

FRAEH MK sFas KV B E = T R HPAEH.
Sk Lo L FR IE X R ZH (3 P< 0.01) » EFFSRAEA
ATEE o HL I sFas 7K 5 25 i T 16 X R ZH (35
P< 0.01) ; {HAE =00 41 5 0 Bk A2 4 2 [A) 22 5+
(P> 0.05) (£ 1).
2.3 PR MRIT X M3 ATA M Fas B9S2

BHEMIK sFas T PCL ARG 6 h BIJF 46 S R4
I, SFRRZAAR G 3 Rik s, RJE 7 RAUTA T moK
P IRITHAE 24 h s g, RJE 3 KRRV 4R
fiX, TARE 7 REHEREK. KR53 KM 7 RKEE
JTH sFas /KPR EM T XA NEZIGT4E
XA, RATIN S sFas /K P HAR G AK(P<
0.01) (% 2) -
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% 1. BREBEIERENRMBATAM Fas KERELE (x £5)

& IEH 4 RS o PCI R G ML PCI AR J& PP 41
B (5 %) 20( 12/8) 20( 17/3) 16( 12/4) 13( 10/3)
ER (B) 61.718.3 60.918.0 50.0+14. 4* 50.2+12.2°
TJE (n) 1 4 6 6
KIEE (n) 1 3 3 3
LR S (n) 9 15° 8 )
BEIRI (n) 2 3 3 3

SE R BN kR 42 S - 2.0510. 89 1.6710.82 2.2510.96
VAT KB (mm) - - 15.3%11. 4 16.8*11.6
BIT A EAE (mm) - - 3.21£0.62 3.2410. 60
TN HH - - 1.22%0.34 1.36 %0.52
YR G E - - 37. 50% 38. 46%

H i =E (mmol/L) 1.49%+1.00 2.53%2. 11 1.74 0. 70 2.59+1.38
SHE B (mmol/L) 4.55%1.09 4.5111.02 4.95%1.11 4.30 0. 45
HDL (mmol/L) 1.27%0.21 1. 04 %0. 25¢ 1. 06 0. 28 0. 85 %0. 12¢
LDL (mmol/L) 2.5330.93 2.49%0.76 3.24%0.73 2.28 0. 41
AR (a) ( mg/L) 218 126 239 +197 196 196 103 18"
A %P Fas (ng/L) 43 *9 123 2244 132 230! 469 £126"

a N P<0.05, SIEHEAMBLHRALR; bA P<0.01, SHESHLE; ¢ N P<0.0l, SEEAFHALE; d N P<0.01, HSIEFAILE.

% 2. BHIZE TR NGRS G B FFER AR ST 3 MR AT Fas BOSM (x £, ng/L)

5 4 n RHT RJG 6 h AR5 24 h KJg 3K N EIPS
PRl 10 118 £27° 888 193 1 614 249 2 036 422 1 460 1266
VRITH 10 137 *49° 851 =108 1 608 £316° 1157 268" 799 +111°

a N P<0.01, 5RE&ALLE; b N P<0.01, SHIRALE; ¢ N P< 0.0, 5BITHARE 7 K.

3 1t ig

BLZE 80 4EARH, Clowers Z51 gl % K B BRZE 457
Pran NIk N 5, A AR T LA e 2 A 2 A
Wik %, BARYN G IE — B RS 2405 5 508, 2
AR PN BB ST LT B A0 o 4k 18 T, DRk, 40 Pl
BT TE S B0~ I8 FLAH B AR 5 1 ek e — 52 IR AE
Hlo Han & BB, KR ESNBK A BB E 9 RN
FELH BRI T2 RN 40% , 14 KN 20% , 28 KN 10%,
PN B R T A B AE B JE 9 RISl Xt
WF T, T L0 93 T A 5 P 4 4% BT 3
JIES 1 JEL Y — AN B LR, P B 400400 0 T L4 A O
T 5 3G 5E 2 1] (18 715 SR A 2 B Bk e Ak B B it e
K FEE R AN EERER,

Fas( 215 5 B-1/CD95) J& T+ 28 A= K PR+ 2 iy
JEINBE R 7 B KRR 0, B R AR 2 TR E AN 48
000 1 725 B A 25 1, Fas 2R T-3E A Imanishi

PR R, Fas/Fasl REE5 5 T 3 bkl FERE AL
AL ML P UL R JH T2 Fas FEAHE 2
Tl A AR, R Fas FIR] % Fas(sFas) o Fas 2£[
PLEBHEPHETT =4 sFas [ 5 B A 4, & Fh 544
PRI e AEIE R Pl I 5 FasL (45 4 BEWT Fas 512 H)
AT, ZMERAFE RO R o k2, sFas
2 40 R T A R R

AT 55 K FH T K G 5 W 0 5 923, el L 3¢
sFas 7KF R I, PCI R J5 88 411 2 sFas &35 &
TR A A e O AT IR X B4 . T sFas
AR e S B PR A R N OO T RE ) Y 5,
AIREAFAE A SMC 1 2385 L T2 AN 2 R
I, sFas A7~ A BB BCA T PCL A J5 B4 75 1 AL
L

VT SR 25 B A% Gt 1 B B AR A b, 3 BA7 4R B
RSO, BE VR 2 RE SN YR 7 4H B RS B 00 ] of A%
TR Y BE A Bz T 66 A 40 ) ~F 1 AL i 7% 19 5
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%M A RE TSN . kg ik
R, &R B A 2 AU R VR T AT E R Bk A
WAL HEE, UUET 2 A B . s ™ R, ik
BIK SR S5 4 22 R R AT T SR 25 W] PR AR 72 1Y)
RAEZR . WHRRI, MIT RV 515 3 L8 54
S 14 A A S R R L ST T UL B O T, T R R B
i€ PCT A S5 B PR o B &Y 7 5 kol AR A AL
IR A R I, BTHE At 7T B A 3 S i
ML HIE o Blanco colio 28 BIF 72 K BL, 1%
YT A BT FE AR AR YT T 0 77 1 I P 3 L4 A
PR T2, A ar ot 52 A T A0 ) S ARORsE ME H 3 1) Bek2 B3R
AT SEIL T o

A 5 W 52 6 1 B FH BT HE AR At VT X L2 sFas
KR, 25 ORI, H PCL RS 6 h, IR sFas
RIBA 3 e, AR5 3 RIS g, 7 RAGYERFLE =K
- BTFEARATT VA7 41 24 h Il sFas ik &% & 0, A
Ja 3 RT KA BT FEARAMIT 4 B B R B, BB
FeARAM7T o] B FEAK PCI AR J5 BB H ML sFas 7KFs
T sFas & P15 U240 B8 -4 R, R ]
e FECHE NIRRT TN E, 55 HE
WAEAERK

H K PCI RJG N M3 sFas 7K 2 2 18 5 1)
B, % BRI RE 5 PCI AR 51 & I P B2 453495 F0 Dy g
ZRAL M/ NR B « AR TR B S 280 & B 56 R 3R
BR, Bt — 2R MITRLGWAEDIRHEN
B D RE A AR T p S A, BTFRAR AT 697 0] B
BRI sFas /KF, X AT B2 ARIT R A6 5h
ok A5 A A5 A0 AR B 28 AL 22—

B2, PCL ARG BE MK sFas T E W E,
FORFSRAE B E RN G L R T A 2
FIRIN: FEHA PCL AR5 B3 R MK sFas SR =,

M7 sFas #F S 39 v 7] 6 5 205 1 A9 8% R,
1M.3% sFas B B A T PCL AR J5 AR % B 24
bro BAIFCARAh YT 4 H3 V6 77 W] A 3K sFas 7K B 2
N EE, X AT RERARTT RGBT VA AR AR LA Z —
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