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BOREEMNR IL35 KEHTUREN

F &, TRH, AL, '

CEIMT T ABEBEOAR, 7 B 545005; *1 7 AR XKAREBOHE, | 5 530021)

[RER] IL-35; SHBRMERAEL; B

AR 3 BRI AR B L4 0 BERS (coronary athero-
sclerotic heart disease, CHD ) &5 Bk EE 11k ( athero-
sclerosis, AS) HERH P RFW LB RBTENKAE,
AS B—FIBHERIE R, HAERIANERHEXE
TFREEARPRAPRESEFEETRE . B5W
Tl SR 7 I A I 45 T 40 I ( regulatory T cell,
Treg) R A B 4B BT A 41 B F IL-10 F1 TGF-B1
Xt AS HHHBRRIPYER . Treg 2038 —FhT R 1
HEFEME 35(IL35), IL-35 EFABRER
B, HIEMEREHREMRERELE, ZRB
f6™ . {8 IL-35 7£ CHD B 4h R it v 7k F 925 b &
HECRIME, P78 98 4 CHD B# 1 33
BIER ALK IL-35 KFARfk, IS mhkmAe
MIXR, B IL-35 7£ CHD Rl KT fB1E A .

1 XN|MFGE

1.1 & ¥E#E2011-07/2012 -03 &) FHEHBREARER
D ARMEB RS LR B E 98 4, B 67 4, 3141,
RS 42 ~80 B, FIAFEHE(63.25£10.88) %, HPRERL
9% (stable angina pectoris, SAP) 41 30 4], AR EE.LLM
(unstable angina pectoris, UAP) 4] 40 #), &4k ST Bt#aR L
WUEEFE ( acute myocardial infarction, AMI) 4 28 4, ¥&F 4
2007 4F ACC/AHA MW M4 B4R E. RIBAEEBR I 33 45
REPBX I IE X B 9% 454 1E B 3 (chest pain syndrome,
CPS) AXHR, HPH 205, & 13 4, 4F#445~77 %, F3
SEH(60.73 £7.45) B, HERRARHE: TE AR EAE
HRREERN, WRASHAL. KRSWIT, BEBBHEL
BERG . U HRELO AR . MR SRS hesmE . 4
W BEMBRILER. SR EEER. 2HRSBERR
BRRHE, IARRNSHEZTAHRES,

1.2 7%

1.2.1 BAEH FIEHRENKBEARERBICRER.
HEF ROMLEE . BEPRAS . AR AR IBE ., AR, FERKFRAH
BB E SR, Gensini RAGH FHEINT: RAFKL

B ER: 2012 -11-07; #®MEHME: 2012 -12-17
ESTE: BEHRHEX2(81160045)

[RE43S] R392.11; R543.3 [XWiFHE™] B
CHHAABFHE AR R EMIREHUEY, 24
I AR B RO M0 B PR I B R AT SR 3D Bk e AR
frFRBE, HRA Gensini o RANBRFTBERTE
it (1)RETRIBRERERE RS BE<
25% 714, 25% < MAE<50% F 2 4, 50% < RAE<T5% K
4 4%, 75% <BRAE<90% % 8 43, 99% 7 16 4, 100% ( FHEE)
K324, Q)BEERFEERURENEREK: OLERS
BxETF S; RUBESER 2.5, FE 1.5, mB1, H—NAXL,
BEoXAFO0.5; EREIER 2.5, S 1, mE1, FREX
1, FEW30.5. QFARZBKEEL , PR, T, Bl
X 1o TEARBYERE-FRAL MBRAR VE 47 LA 3B A B AU E R M3k
AEIN, PR BARA BN A E ) Gensini B4,

1.2.2 HARERWEEFAEGER FEHENRY
HEATHEAREKE BREPCRER KN 2 oL, Y AFEHR
BEE P, 6 h ALEERRAS, L3 000 /min B> 15 min, RER
Bl ETF - 0CKEARE, HRFUFELE—BRTHE
> ELISA W5 1L-35 7K, Pk 8 Mt 3% R 7= & 5 B
7. ELISA W& Y70 /A YR A IR AR 4t
1.2.3 &it¥44 A SPSS16. 0 LSk s 4+ 4b
H, ERSMNHRERUZ s 5, FESSHNHERE
FHEL M(P25, P75) /R, XHHR4F CHD &4 [/ &0 Bl
WHEFRERATENN, FEAFERABZARE, R
WRRA X R, FESHHEHEEBRAESERR. Y
P<0.0SHERERITER L.

2 &HR

2.1 —RiEKEFEY FLORBEIITEBENSE
B 5. RILERERRE. BRRERE, BER
SMRG A LRERTRIT¥E(P >0.05), &
JiH [ ®¥ (total cholesterol, TC) . H i =Bg (triglyceride,
TG) . B#BEIEZ H (high density lipoprotein, HDL) |
R BEIEE H (low density lipoprotein, LDL) | 2581 1fl
¥ (fasting blood-glucose, GLU) . Gensini $14y 4%
FAZRITFEEX(P<0.05),

P ]

EEMMY: ¥ R(1985-), %, #¥%, S EHNA, BREF, AL
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F1 4 HBFRITRIGRF R (xxs)
@3(n) CPS(33) ___ SAP(30) UAP(40) AMI(28)
ER(F) 60.73+7.45 61.84£12.09 64.97 +9.63 64.10£10.46
R(B/ i) 20/13 21/9 27/13 199
WME(%) 18 (54.50) 18 (60.00) 23 (57.50) 13 (46.40)
WERB (%) 5 (15.20) 8 (26.70) 8 (20.00) 6 (21.40)
(%) 17 (51, 50) 14 (46.70) 22 (55.00) 17 (60.70)
TC(mmol/L) 3.93+0.61 3,74 £0.81 4.69 £0.98 4,29 +£0.97
TG( mmol/L) 1.41 £0.66 2.10x1.00 2.52+1.68 1.32£0.70
LDL-C( mmol/L} 2.10+0.52 1.97 +0.64 2.62 x£0.908 2.57£0.65
HDL-C{ mmol/L}) 1.18£0.28 1.14 £0.26 0.97 £0.31e 1.03 £0.32
GLU( mmmol/L) 4,97 £0.65 5.31x0.96 5.98 £1.608 6.67 £+1.80%
Gensini B4} 0,00+0.00 22.41+23.218 27.86+22,83% 53,17 £28.934

*P<0.05 us CPS 4.

2.2 RARBEPIL35S KFRLeRR 5 CPS 414
tt, CHD BE MR IL-35 /KF-H BEREAE, JFH UAP
A0 AMI 4111 3 ) IL-35 7K F BEMET SAP 4,

R2 AUARFENR(HBRAREORBE) F L35 KFEH

HE (% £5)
H%(n) CPS(33) SAP(30) UAP(40) AMI(28)
IL-35( pg/mL) 117,40 £34.17 89,63 +35.19b 68.69 £23,08bc 43,81 £28.09bd

P <0.01 s CPS 48; °P <0.05, *P <0.01 vs SAP 4.

2.3 CHD B3 IL-35 7K 44 Gensini F45HIEE
8 MR CHD B IL-35 /KF 4L E B4 4 4
(=<36.25; 36.25 ~66.99; 66.99 ~90.59; =90.59),
HEL 4 41[H] Gensini I HWER, ERBRER TSR
HEE L.

2.4 HXMESH ELRHEXRELSTERER, CHD
B# IL35 K5 Gensini BT K (r = -0. 04,
P=0.71),

I~
S
1

57
Rl 72 98
2 - : :

i

T T T
=36.25 36.25-66.99 66.99-90.59 2|90.59

(pg/mL)  (pg/ml)  (pg/ml) (pg/mL)
n=24 n=25 n=24 n=25

IL-357K 3¢ 14 73 48
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B2 IL-35 /K5 Gensini BUFRIAER AT

55 FF S 4% ( Chin J Cell Mol Immunol )2013, 29(7)

3 itig

AS R—Fh &R RIEBIRAIRER F2 5118
HERIEVESNR, RA40MH (45 Thl, IFN-y &% IL-17)
RRKEME SHRE TR RBRERME AS Y
B, B3, 4T S3 UAP fl AMI R4:CY ) Bt
B, BAERAENE, SRR A
Fi B 488 F ( Treg., IL-10 #1 TGF-B) £ CHD Ji &
HREKGEMERE MR P BE TR, HABEERE
£ CHD #BHEEFEE" . Kempe &1 585 &
RET IL-35 TSP E BEE 38 £ %,
RALBSBESE5T ASHERTRE, L35 HEE
AWEThRE R . IR T 40H (43E Thl Fl Th17
i) MR M, WE FN-y, 17 4@0%,
BRARBEFE A Treg (iTR35) {74, HHIMIRT
Treg A ASR A LAV DIRE" ™, L35 Witk
FERZERT R | Zla™ | B & oHr
RIEFIFIBENEL . &8RP, L35 KFEAE 3
4] CHD & sh 3% CPS 41 F I, 3R IL-35 Al kh
257 CHD MERHR SR, IL-35 K& TS
BAERE (UAP 1 AMI 41) If1 3% sp 3¢ SAP 43—
TRE, R REENTRER R UMEELETF
MEORIER, REREH—SINE, BITeES3K
W R M AT E R YIHE X, Gensini 42
RELTERRFRAE R A B E R E A RIFHE", &
TRER, 7E IL-35 K44+ Gensini 4T85
BER, #H IL-35 5 Gensini F4WEHERE, X
R IL-35 5EkoR™RBRELHEX,

LR, FRRAET L35 k25T &L
WHERRER, EF0RBEFHEEXTERESS
BROARETRAL BE SR AR BB UM 3%, FFTRBR N
— MG R R E TS B 45 . EEsIoLE
A fe Rt — 36 i sh ¥y S2 6 B B
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