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ABSTRACT

Aim To observe the regulatory effect of cytokins
on the expression of CD44, CD11b and Vn as well as
the regulation change of cytokines to above antigen
during coronary heart disease (CHD).

Methods The distribution of CD44, CD11b and Vn
on the mononuclear cells was displayed by means of
immunohistochemistry, and followed by quantitative
process with Quantimet 520+ image analysis system,
Finaly, the data were Processed by factorial analysis of
statistics. :
Results The positive area of CD44, CD11b and Vn
shows pink or dark pink color, and display a ring,
The dis-

tribution of the three antigens the mononuclear cell

semilunar, cap, spot-flat or granular shape.
surfaces is different.  Quantitative analysis indicates
that the Sum value increased obviously as a result from

the effect of cytokines (P <C 0. 001) Which showed

more significant in patients with coronary heart disease

" than in control (P<C0. 001).
Conclusion Interleukin-1, tumor necrosis factor
and interleukin-6 may up-regulate the expression of the
adhesive related proteins (ARPs) and the effect of in-
Which indi-

cate that the sensitivity of CHD patient’s ARPs expres-

terferon-alpha is less intensive in CHD.
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sion to regulatory effect of cytokines is much higher
than that of normal people. The present study shows
that the cytokines can affect the adhesion of mononu-
clear cells to endothelium via the regulation of ARPs
expression and then interfere with atherogenesis.
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HH AL FEORALEREREA CD44.
CD1ib #1 Vn RSB/ FEN AV, M HR
ML A AR PR MTUR T SN
-1 Cinterleukin-1, IL-1). B 4 K 1 ¥-6 (in-
terleukin-6, IL-6), M & #f % @ T (tumor
necrosis factor, TNF)# o-F # XK (interferon-

alpha, IFN-a) M ME T3 F R = FEE
ARG IEA.

1 HMES5HE
L1 BERGHREN

i Vn i f& % Boehringer 2 3] = & , 41 CD11b #
HCD44 R R HKH Dako 28 &, Rt S RMW b
WwEHEHAABC-AP)R M L H R E Vector * d:lL-
1.IL-6.TNF # IFN-c 3 4L ¥ Biotin 28 = &K .
1.2 Kk _
.21 HEFXEAESME EREHARASHELH
ek 24 W P A CME 160, HRITE AL
EHXIW. I FLEESH. RPFIBH . L 6H.F8H
SI~T1 ¥.FHFR3F . WA H 24 MERHE 24~
TTF (R4 FINEMARNKR AT SAHER
HAFRAERBEENTFINAERUEE, AP
A2, BEFERHEQSX100/L).TEX2TEL
EpEnBlassER, 78 £ 5N9HM % Hank's %
SRE-K.EE 0% 4 4 67 RPMI 1640 W B 43
MEBE IXI0/L, B3R EAPHISHONF i
BEF £&4 3 mA IL-1¢1.0X 10" u/L), IL-6(1.0
X 10* u/L), TNF (5. 0% 10° u/L)# IFN-a(5. 0 10*
w/L).37CH N sh. NG 74K ABC-AP % £ &
MRt Ehe,
1.2.2 ZERBEN BN ENEARKEF GEKRE
HBE 50448, Quantimet 520+ B & £ 4F (L #
AR ABHFLESm MDA EEEN,
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Figure 1. The distribution of CD44 on the mononu-

clear gells, Display 2 ring( 4 ), semilunar( » ), or spo1-
flat(A) shape.
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Figure ”. The distribution of CD11b on the mononu-

clear cells,
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Figure 3. The distributlon of Vn on the mononuclear

cells. [hsplay a drop granular( = 3. scldom spot [lat t A

shupe.

$ET IL-6 % Vn 69 EUM/ERIAE B 1WA,
2.3 FEREWNNBEARES
FrESFTERRTE 2(Table 2), AR RM,
TA BEFBKFZEFERP<0.001) . RH
FHERARELEHEXEARERTE,
FORABTFEX ASH. ZBEX 3 MKFE
ZEH LR (P<0.001),7#EH CD44,CD11b ¥
Vn ZHABEEHRETRAHRRE, 3C K
BS5ANKEZREERP<0. 00D P A
FRAFARRELRFABRRTHENERE

- F4E (3% 1.Table 1), 7% 90 40 B3 B X3 b5 B 4 %

Eaakiks LiRfER. CACHAREHX
HEM (<0.001) %8 C BR A ERHH

Table 1. Sum value of CD11b.CD44.Vn from image

analysis system (2 3¢ 4 factorial dcsvgn)(;‘tso "=

4.
Group CD44 Chiuk Vn

Control Blank 300-£16 61+18 58419
IL-1 904+ 38 318442 100112

IL-6 1096%131 407461 122415

TNF 351453 46948 195+ 24

IFN-a 630+ 14 136+ 14 163=1

CHDD Blank 562125 5416 1007
1L-1 921+48 197 %11 35216

1L-6 1310486 318429 272434

TNF 7711106 439t61 190427

IFN-a 591£37 79418 16116

Table 2. Result of factorial design veriance analysis.
Oov dr X F P

A 1 503217. 36 7.0803 G.0u142
[}] 2 3893320. 27 454, 3700 0. 600
C 1 563499. 3904 §5, 7632 0. 00Nt
AxB s 62822, 9308 7.3318 0, Dl )
A<C 1 373385, G027 1. 3596 L, 0029
B« C 8 225222. 9762 26. 2874 0. NOON
A<B=xC 8 £7929. 1600 7. 0277 0, 0904

AAEH EBERRTASY. AEEFLRE
DA ESREANERSTEY AR,
REAT L A K R LA RE T8 &R
HHE, SABRERBHEFZEER PO
001). %8 B EXRT A ERMBE P KTFERAT
B.ROREANKEXES A EAEENER
EFEXAGA, GABCZEHXEEREEN
(P<0,001), R FF & HMEF54 -1 A7
HHESEEX AT OMITRE RS
Al.
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