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Abstract

Serum levels of soluble Fas, soluble Fas ligand, and nuclear matrix protein (NMP) were measured in 38
patients with ischemic heart disease before and after coronary angiography or coronary intervention.
Serum levels of soluble Fas, soluble Fas ligand and NMP were determined by enzyme-linked immunosor-
bent assay.

Patients one week after undergoing stent implantation had much higher levels of soluble Fas ligand and
significantly lower levels of soluble Fas than patients without coronary intervention. Serum levels of solu-
ble Fas ligand and NMP in patients with coronary restenosis were significantly higher than those in
patients without restenosis. Serum levels of soluble Fas and soluble Fas ligand in patients one week after
undergoing stent implantation who had coronary restenosis were markedly lower and higher than in
patients without restenosis, respectively. Serum levels of soluble Fas ligand were positively correlated with
NMP in those patients. These results indicate that coronary restenosis might be affected by the Fas/Fas
ligand system.

We conclude that measurement of soluble Fas, soluble Fas ligand and NMP is useful for determination
of coronary restenosis in patients with ischemic heart disease.
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g, DA T — 7 VIRE BB IR &R (coronary
angiography: CAG) ] BB T AR L 7zBIEM.-LAIEER
2000 (BB, K116, FHER0RK, 1~
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(BiE1061, kMBI, FPHEMIE, 15—~
¥ a VEEE1461), EF38HIT, EDHI LAY —
Ny ar#ker AUANICHEZECAGEWTAR LA
1327 B [z BT BRI AT (percutaneous translumi-
nal coronary angioplasty: PTCA) #1261, A5~ M&A
BISH)THhHotz. A V=RV a  BOBRED
% #& I International Society and Federation of
Cardiology/World Health Organization (ISFC/WHO) &5
IV, BREEEICIFESN VY — RV avEk
Tolz. EBFD) b AKZEBH CAGHEITOHAD 19
Bl% CAGE (B H, 148, FHFR6645K),
CAG 7z b UNIZPTCA % Hi4T L 72 9B % PTCA B (B 1£7
Bl, 261, FHEH613M), CAGBLU ATV
MEARKIT L/ 10612 257~ MEE(BHETH, k3
Bl, FHEM24R) TR, ATV MEAOA
#Rid Palmaz-Schatz 2 7 >~ M 48, Cordis 2 5 >~ b 451,
Multilink 2 7 > b 161, Wiktor 27 >~ M 1BITH o7z,
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FiEE, CAGHI, CAGE 72z vy —~Rvvav
MATEH, LARRICTSZA Y7+ —aFarey
b 2470 TR, 72726 IS BEEFERFL, @
ERFICT R TREEICERE L, M 7T E Fas (soluble
Fas: sFas), sFas U %~ F, NMP #{llE L7-.

Z D32 DHIE X% N £ enzyme-linked immunosor-
bent assay (ELISA) |2 & % sFas ELISA ¥ v b (MBL
$), sFas!) #~ FELISA¥ v b (MBL#), NMP
ELISA (Oncogene Research Products ) TiT o 7-. L5
BRETICB VT, FEB L HZEEH M sFas, sFas
YAV F, NMP, ZNEN42%, 52%, 53% B LU
8.2%, 4.7%, 4.3% L REFTH Y, MmPRF /e L
YOREORAE+ 2EERECHEEZDELRIE
BEIX, £FN0.1ng/ml, 0.002ng/ml, 2IU/mi T,
Iho ZREREIBEL L7,
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MO LBII S BT ERE, 2B O Pearson
DIBLRE, FisherlREZX HV, p<0.05%2db->TH
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)y 7 ZEA(NMP)BENZEIL

CAGHif%® sFas, sFas') 77~ F, NMPigENEA(L
% Table 1127~ L7z, sFas, sFas') '~ F, NMP
CAGH#, PTCA#, A7V MEOBTENFNCAG
FERTERELENERD Lo 225, 1B, A7Fv
IO sFas I CAGEEICHARERE (p<0.05) IEETH
D, ¥/, sFas Y H Y FIZAF >~ VENSCAGEICK
REE(P<0.05)ICEHETH 7.
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)y 7 ZEBARE

AV =Ry a Y BOBRE L TCAGERATL
72BE21H DS B 126 (PTCA®SBI, A5~ MEA
%760) \ICEAE R R0z, Table 2I3HRERE L FE
Bk B E D CAGHsFas, sFas') 4~ F, NMP T,
AV 5 =RV a VEBREEE D sFas L NMP I3 FH
REDLD > BEHEICHREE (p<0.05) ICHET
Hol. A VF Ry a iZkrEREPo7.

BRIZAL V¥ =RV T a3 VREITTCAG D AKET
L72B&IZ9BIT, NMP, sFas') ¥~ FiZEREEE
WCHAREE (p<0.05) IZKETH o 7.

3. BEENFSHNA L2 -3 EHBITLE
1:B#DsFas, sFas VA K, v~ Yy I X
EQERE

CAGEERENHNA V5 —RV Y aviffolr

12610 1 B% D sFas, sFas') A~ F, NMPiX, #h ¥
12.46 £ 1.04ng/ml, 0.101 +0.046ng/ml, 8.8 =
4.61U/mIT, BREO L o2 BE 15610 2.56 +
0.39ng/m/, 0.057 £0.035ng/ml, 7.6 + 6.21U/Mml I H.,
sFas ) 7Y FIZEE (p<0.02) CBETH 72, 126
D) BRAT Y MEALRTToBESHTIX, 1B%D
sFas, sFas ) '~ F, NMPX, #h¥Fh1.47+
0.47ng/ml, 0.104+0.011ng/ml/, 10.4 % 4.5I1U/ml T,
BRED Lo BEIZH~sFas i3 HE (p<0.01) 12
&M, sFas) A FIZBFEE(E<0.01)ICEETH > 7.
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Table 1 Serum levels of soluble Fas, soluble Fas ligand, and nuclear matrix protein before and after

coronary angiography or intervention

CAG group(n=19)

PTCA group(n=9) Stent group (n=10)

sFas (ng/ml)  Before 2.33+0.70
After 2.161+0.87
1 week after 2.58+0.38

sFasL (ng/ml) Before 0.060£0.035
After 0.062+0.039
1 week after 0.059+0.032

NMP(IU/mi/) Before 5.0£2.0
After 7.0%£3.5
1 week after 7.0%5.6

2.35%0.55 2.01£0.57
2.80%£1.09 1.79£0.53
4.04£3.39 1.83+0.97*
0.073£0.036 0.0831+0.048
0.079+0.049 0.064£0.027
0.086+0.058 0.085+0.028*
6.916.1 7.6+4.38
6.0£3.0 11.1+15.8
7.0£45 72%45

*p<0.05. Significant difference from the CAG group by ANOVA. Values are mean=+SD.
CAG=coronary angiography ; PTCA = percutaneous transluminal coronary angioplasty ; sFas=soluble Fas ; sFasL

=soluble Fas ligand ; NMP =nuclear matrix protein.

Table 2 Serum levels of soluble Fas, soluble Fas ligand, and nuclear matrix protein in patients with
or without restenosis before coronary angiography or intervention

Patients without restenosis

Patients with restenosis

Intervention (+) Intervention (—) Intervention (+)
(n=15) (n=9) (n=12)
sFas (ng/ml) 2.12%+0.53 2.36%0.76 2.09+0.64
sFasL (ng/ml) 0.062+0.030 0.0641+0.036 0.097£0.041*
NMP (IU/ml) 4.531+2.06 5.0%20 9.0*6.1*

*p<0.05. Significant difference from the CAG group by ANOVA. Values are mean=+SD.

Abbreviations as in Table 1.
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Fig. 1 Correlation between serum levels of soluble Fas
ligand and nuclear matrix protein
Abbreviations as in Table 1.
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