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[ E] BHWM FHLHKRERLFESEEBRDKESIEEF I L @R R IR@MIEDI R BRI RE
BeRh, Hik RAWEEADBEMARHIRELSIEEF (ACSA ) EFA (EFA ) ALEMmA, £4
¥ -EEmibE X AKEF (100 Bg/Lyfety mft A% 4(100 Ug/L)#) RPM 116407 Ak b 34k, SREKE
ML, EA KRB R, TEHHREREEBRDHZRESAHA 110 mol/LA= 100 mmol/L & RPM 11640 % 4
HARAPIEA A8 WG, K Emiade EiFik, it m At A R A R Ak e, KRR K I R AR ) e B R K B R
@ CD40. CD80A= CD834y & ik; MEEIK LB R AN Al LF R P MR T amnNi 129mEeNi 1050
BARAR T at) kG, REESMBENSAEM T KRB ST, R KEkmi£EA CD40. CDSOAF= CDS3
MERLERAFSRITE (P<0.05), 3k bFrrmpBFambist 2FBARART atyikE LA KR
LERESBRAH (P<0.05), nmaB-Famie& 106K ENEE RS FRESSRIER(P<0.05). B
FHRBHERET, EHARDIRESIEEZREF AR TR ML LT CD40. CD80A= CD8IMy M £ ik £ 7 (P
<0.05), ¥4k tFatwpBFambiNd RFBAART athiREHA S (P<0.05), M@ BT amiis%
1069 R ZE W FEAK (P< 0.05). 51t BRAEBLFRATAEAHNERIRES LT U ERmL L BIREY
CD40. CD80A= CD83ay & A, st TR K miast mi B -F amia & 128 B R RE-F abdpidt; & mipn
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[ABSTRACT] Aim To expore the effect of hypernsulin on the m aturation ofm onocyte-derived dendritic cells in the
A cute Coronary Syndran e( ACS) patients. M ethods H um an monocytes of ACS were purifed using successive adher
ence method recanb inated hum an granulocytem acrophage colony stimulating factor (GM -CSF, 100 Hg/L) and interleuk in-
4( IL-4 100 Bg/L) after5 days culure n RPM 11640 medium containing. Inmature DC ( mDC) were collected then add-
ed RPM [ 1640 medum containing w ith msulin of various concentrations( lomol/I, 10mmol/I, 100 mmol/L) for 48 hours
m ature DC (mDC) were derived. Inmunophenotypic expression of CD4Q CD80 and CD83 were monitored by flow cytam e-
try and expression of IL-12 IL-10 and TNF-a were m easured by ELISA, and the morphological features of dendritic cells

were observed w ith invert opticalm icroscope. Results Hyperinsulin pramoted the expression of CD40 CD80 and
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CD83 and enhanced the expression of IL.-12 and TNF-a significantly and refaned the expression of IL.-10 i the acute coro-

nary syndrane patients.

Conclusions Hypermsulin contrbuted to the developm ent of atherosclerosis via stmulating

mmune maturation of DC, which may be one of its mechanisns i the development of ACS.
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1 7S 3REWSTRAM ( x400)
Figure 1. Cultured dendritic cells after three
days( x400)

2.2 AR DC R
IEHAH DCFEE RS R IR E TS, CD40. CDSO

CD83MFRILHEME T+ (P< 0.03 K& 1), ACSA
BEE i S R W E THE, DC %1 CD40. CD80. CD83
EIERFEE TS (P< 0.03 % 1), [FZHESRK
JETR, ACSH B XL DC R CD40. CDSO
CD83FIPHMERIZ R T & (P< 0.03 % 1).

2 ARFABIRISIRLEAE (< 1 000)
Figure 2.M ature denclritic Cells( <1 000)

2.3 ELBAERMZA0ME T L-120 IL-10F1 TNF-a

B4 DCREAE RS IR EF &, 401 IL-
12 BE L TNF-a iR R 2 T (P < 0. 05), T4
R F L-10 IR FERE 2 FEK (P < 0.03 & 2).
ACSH DCREE RS RIRES &, REF L-121)
WP TNF-a R EEREZ TH& (P < 0.05), T4 28 B
T IL-10FIRERE 2 PR (P < 0.05 % 2). [F%5#
BRWE T, 859 LS 4 A7 1L-12. TNF-a
MR ETEE (P < 0.05), TR 7 IL-10 B3 B )
A% (P < 0.05 & 2).

R L ARKERSEMNEFAN ACSHEEZMITKRMAMITE CD40. CDSOFN CDEIFTIXMIFLNE (» L)

Table 1 Effects of insulin of various concentrations on expression of CD40, CD80 and CD83 in dendritic cells of normal

group and the acute coronarg syndram e group (» Xs)

P! E%”?f:ﬁr)g CD40 CD80 CD83

IEHH 1 34.1% 2.2%% 34.41% 9. 11% 20.5% =1.58
10 44.9% 7 3. 6% * 44.96% *7.66% * 37.0% *3.89"
100 54.7% *4.09% ™ 65.2% 4.01% * 5215 *4.6% ©

ACSH 1 45.1% 2.2 ° 46. 7% T6.40% ° 42.31% *3.44% °
10 61.9% *£6.5%% 65.21% *3.47% ° 66.2%6 £6.39%
100 85.28% 16.3%% ™ 81. 746 *4.6%% ™ 85.8% +5.69% ™

alNP<0.08 5HESE 1 mol/LALLE:; b N P<0.05 5FESE 10 mol/LALLE: CH P < 0.05 SRIZMES ZIRE T IEW4LE.
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* 2 TRKRERSREMNEREER ACSEEENTRMAELHIE FHRM (» L)

Table 2 Effects of insulin of various concentrations on cytokines of IL-12 IL-10 and TNF-a in dendritic cells of nommal

group and acute coronary syndrame group (» *s)

il Hﬁ; D‘fiﬁ% IL-12( ng/L) IL-10 ( ng/L) TNF-a( ng/L)
EHH 1 10.31 %0.73 13.43 £2.46 16.30 1. 81
10 26.70 £3. 80 8.92 £0.37" 28.11 £3.08

100 38.47 £3.87" 6.76 1. 14 39.57 £5.29"

ACSH 1 14. 44 £0. 92° 11.63 2. 13° 18.92 £1. 66°
10 37.04 %1.06™ 7.90 £0. 65" 30.59 3. 72"

100 43.07 £5. 74" 5.92 *1. 06" 41.08 £5.33"

alNP<0.08 5ESE 1 mol/LAE; b P<0.05 5HESE 10 mol/LALE:; ¢ P<0.05 5EZEHESRINE T EFHLK.
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