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[Abstract] Aim: To investigate change of cellular immunity in senior patients of aute coronary syn-
dromes via evaluating the serum level of IFN-y and CD3* ,CD4* ,CD8*. Methods: The level of IFN-y
was measured by ELISA, and the level of T-lymphocyte subpopulations in blood was assayed by APAAP
method from 36 senior patients with ACS, forty healthy old persons as controls(NC). Results: The level
of CD3* .CD4"* IFN-y, and the ratio of CD4 */CD8* in group ACS were less than those in group NC(P
=0.001). But the level of CD8 * was more than that in group NC(P =0. 001). Conclusion:The im-
mune change in ACS has an effect on forming and progress of ACS. The ratio of T-lymphocyte subpopula-
tions and the level of IFN-y in blood can be the measure to detect the serious degree of ACS.

[Key words] acute coronary syndrome; senior citizen; cellular immunity; IFN-y

[WRBEK] 2008 -09-14
(B2BHE] I HERLHRSH AT &7 H (200420)
[HEBEN] HARA1969 - ), B, B EEEM, FRF i BLHRLE



F 6

HAR, & CEESREREAERENAREENREL 673

LR R U A 2 A R A Ay 0.0 L IR
R, LR R AR EEHED Y, KRB
RENDREIBKOBEEMBIRN T #4000 & Br
BEEBZEREEM 10% -20% , 6.0 B & SNE
RIRIAEH FHBI WA RERTFHME T HEH
M BFAE. O RAE A RERUUR R T BUR
MERER R, T HAFEL SRR RENETE, 28
B LR B AN M AR A R R ERESF
CD3*.CD4" .CD8" RAMEAEF y- TR gAMb
IR, BT B LM R A R B R B SN
RIENERER K.

1 #’R5AHZE
1.1 BRI

AZEX 5 T B 2003 43 H % 2005 45 12 A
FEBRA, TRAN 36 PHatkEkEsESE
(ACS) A, K 5B 24 0, & 12 ], FHFER
(68.22 £11.25) % , FHIR & 12 h RABE. XTHR
4 40 BlEREFN KT 21 6,419 i, 8
FER5(69.10 £12.38) B, ACS B2 WitrE . OBk
PEKI 20 ~30 min, F T & RAERH M ; QS
B ST BRE B il HE B A K QU AR E R E T
Ho HERRPRAE : QB tER ; Oa ; @& % ; D18
PERL EVEMR R B 5 R R ERR .

1.2 A&

(DirAlE ARMETERSERFRENR
&k 2 mL,3 000 t/min,20 min .04 25 4 1L
#,F -70 CRBRKBARE, WEFESE—T
AR, LBt R,

(2)IFN-y #lisE SR P BS K G 35 TR B 2% ( ELISA
) o HHIEF—IFN-y &35 B (ELISA ) : @
LA AL ; Qi A7 I i 7 ; @AM PR PR

FARTHUE ; Q¥R ; OB IS A LR BL, 31 B
.55 @B R RS R i B ARk O RS R

(3) T 41 fg I B#——CD3, CD4, CD8 il =&
APAAP ¥ 90 5 T B 40 g I B CD3*, CD4°,
CD8*, CD4*/CD8* ({LEHERREVHARLF
AAE), R ERENRETRE SRIT:O
SEEABE NS R AR % O B IE E 30
min; @M/ (L1 10 min 5T ; @n—HLEE 37
C 1 hJ5 PBS Wik 3 &K; @M _HifE#F 37 C 30 min
J& PBS w3 I ©M=41¥F 37 C 30 min PBS
k3 W OMEY B AW 20 min; @INEZR Y5
min; QF % B T 200 k2405, 40
SR E G AR, TR AR,

(M) BRI O4H¥FE:CD4 | .CD8 T,
CD4/CD8 | Bp i B D RER T, R R A
Mg i RETT i ., Q@A F:IFN-y | RR4M%
HIREMET, 5 CD4 | .CD8 T .CD4/CD8 | £ 48
—8 MR, SR B
1.3 &it%EHiE

PUET B +s 3R, BEEHRREA BRI
BRHARIRR, F SPSS 12.0 RS it 844
WELHHIE, P <0.05 A BEEER,

2 HR

2.1 AEARXAMLILR ,

SR A A ERIR A RIS S BB A H
EREMIBK FRBEEER(P>0.05) (RE 1),
2.2 AEAMREGINEETN

ST 49 CD3* ,CD4*, CD4*/CD8* J R BIS3
B IFN-y (R B 5 ¥ F X B4 (P <0.001),
CD8* MEFXF A (P <0.001) , KK MM A TE
R T (A& 2).

£1 TRANMNRABRARLLE

S n FEfR/ % B/ o(HAAFER)/(mmol - L) c(HM=F)/(mmol - L) (M) (mmol - L7*)
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