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PATHTEMET 139 BsmEEA 8P EFFREGGmE £ 6 LB- 5720/C 5%, F44%%B KL,
BRAREFERBEH THERCROMRRXF ., SRAA,-5ST20C ARA S ARNMEALR LN EALN R
ER, ACHEC ARAfGCHFLEARMEHNIES THRBA(P<0.01); A3 F CCEARA EET CCHLRA,
GG A B A eyt £ e E oA H 1.37(95%CIL: 0.86~ 2.20, P> 0.05) 4= 2. 85(95%CI: 1. 32~ 6.13, P< 0.01) , &K E T
R $E Aol R F R R E QR RE,GC ARA A &% E(95%CL: 1.22~ 6.65, P< 0.05) 3 A £ A %
HEEL 9 5720/C 2 AR AR ACER IR ZRACKRB CIEAESFRANRLL T BT H L BT HE,
ZEARTARGLHALARERF(P>0.05). RERT, AamEAE 6 AB- 572660 AR AT 42 F HXEA
BRECHARGHBEARZ —.
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[ ABSTRACT] Aim To study the association of interleukir 6 (1I-6) gene — 572C/G polymorphism with coronary heart dis-

ease (CHD) . Methods 1I-6/ - 572C/G polymorphism was examined in 139 CHD patients and 168 healthy adults by poly-
merase chain reactiorr restriction fragment length polymorphism ( PCR-RFLP) method. Results - 572CC, CG and GG geno-
type frequencies were 51. 80% , 40.29% and 7.91% in CHD group, 63.10%, 35.71% and 1. 19% in control group respec
tively.  -572 G and C allele frequencies were 28.06% , 71.94% and 19.05% , 81.95% in two groups respectively. GG gen-
otype and G allele were more frequent in patients than in controls (P< 0.01). Compared with CC genotype, relative risk ( RR)
for CHD were 1.37 (95% CI: 0.86~ 2.20, P> 0.05) for CG genotype and 2. 85 (95% CI: 1.32~ 6.13, P< 0.01) for GG
genotype.  After adjusting for classical risk factors, the effect of GG genotype remained statistically significant (RR= 2. 85, 95%
CL: 1.22~ 6.65, P< 0.05).
with stable angina, unstable angina and myocardial infarction, among patients with singlevessel, two-vessel and there vessel le-
sions too( P> 0.05) . Conclusions 1176/ - 572C/G polymorphism was associated with susceptibility to CHD and GG geno~
types might be a risk factor for CHD in Chinese Hans population.

But the distribution of Il 6/— 572C/G polymorphism had no significant difference among patients
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B fik 5 15 15 4L ( atherosclerosis, As) /& — F 48 fiE
M . AgA & 6( interleukin-6, IL-6) &5 5
RNE N B8 IO ) B LAY Jo, AT a2k 1 4 i
DHF PR Z8 {R 38k As IR AERUR &, FLIE R 2 0o &
R E B R IE N 2 —. ABFFE 1-6 2K S 3h
TIX- 572C/G &M 570 B R RFATHHFC.

|Yis HEA] 20030302 [f&E HEA] 20030804
[TEHEEN TEE, &, 1973 FlE, MEELHETA, B
2L WFR O MR R ORI R R AL . Frmail: fuxiami@ yeah. neto 3
, B, 1932 F A, AL B E A, B0, 8 L0 S0, iF R
Jr IR i . 2R, 2, 1961 F A, db s = BB N, B, m
T 8 A2 S U, F 9T 77 ) Sy 48 i BR300 7

1 M&EFZE

1.1 #iRg

£AZREHATMEGARZAFTERKA. T
JFA 139 Fl, H o B M 105 7, &M 34, F#
62.61 £10.35 . T E LA 1979 FH F T A& 4L
HEADWARERKYE, P AP EZTHERT
M fik 1 % ( selective coronary angiography, SCA) i 52,
DGR EREE 250% hEBEXKHRE. HRAN
4 M R 5 T R 4 A TR B 42 B A B 168 1,
H M 116 B, %M 52 fl, % 60.54 £14.38 5 .
1.2 EF48 DNA 8931
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A B # Bk 2 mL, R B R B AR R R BRA
¥ 40 Jig %5 [F 46 DNA
1.3 BT E 6 EE- 5720/C ZRSMAIE N

SB[ RXRARABER N —RE K%
A M ( polymerase chain reaction-restriction fragment
length polymorphism, PCR-RFLP) % [ 4 #1 77 . IF
B 41 5°-GGAGACGCCTTGAAGTAACTGC-3", K X
Z|#1 5" -GAGTTTCCTCTGACTCCATCGCAG-3" ( A% =
AW TRARNEAR) . =9 B A 163 bp, KA
Mbi 1 [R #1 %% P 47 B (MBI Fermentas /\ 5]) 3 1T B 477,
- 5T2C S ERESHWIYIMLE. 2% IS EERIK &
Wb M PCR ¥ 3% 7= 7, 8% & 7 Mk B TR % Bt Ak AR
Bk K B R .
1.4 HitERFE

AL S0 A B R R R E T SR A
Bt % % FH & 5 Hardy-Weinberg T # 89 % A
BB RAREANAFERAESACEFTEN
HRHRA X e, T F %A H A E R —
ERT LR A ¢ %2, 48 3% & & & (relative risk, RR)
% A Logistic B3 A1+ & .

-

2.1 BiREEN—RIERFFHE

S5 4 B 45 B A (23, 96 2. 12) ke/m”, W AE 2
58 15, & I e I % R « I JE S 5 43 il O 85,
22 [ 67 Bl F3 € B0 4R (stable angina, SA) 25 1,

F* 1. BLRESHRE- 57206 FHMHENSH

AFER LA (unstable angina, UA) 70 41, O JILAE
BE( myocardial infarction, MI) 44 1], 17 SCA T %%kl X
TRAFSEEEN) 83 Bl B & v ( 75 11 4] SCA B#H NE L
B, BEAE SCA g5 Rl ATE), SRR 32 fil, XX
SRR 28 5, =S AR 23 .
2.2 BHIENE6 EE- 5720/C EXMEB LT
AFIXTRAABEFR TSR

-6 K - 572 fir 5 = Fh 2L R AY: - 572 CC
SR RIS BRI A7 5, B V) 5 AU —4% 163 bp I F
Bt - 572 GG R M & H VAL &, 7] 8 58 2 B U]
4101 bp 1 62 bp M5k B — 572 CG B [HI Y7 A4
AN5e W), BV G 77 4 163 bp. 101 bp A1 62 bp =
Wi (El 1, Figure 1) « PR ABEH— 572 fi7 s 347
1E CC\CG~GG =FhIE KA, GG Ft [A 2Y £z /b W, JE (K]
B> 4G 5 A Hardy-Weinberg V-7, TR £ 7. o
OF 2 GG R Y. G S5 7 2 R AT 2R 35 8 3 o T X
HBAH, T CC B[R AL C 55 o Jk PR A0 % 34 B B A T 5
HRZH(P< 0.01) o J& 093 & FF i ML % 4% R 5 I
g S 5 R I v I R FR s AN I A e o TR] R A
RS RRMESATLEEEZR(R 1, Table 1) .
PLCCHERAAZSH, 5T CC.GC HE A RR
{84354 1. 37 (95%CI: 0. 86~ 2.20, P> 0.05) F1 2.
85(95%CI: 1. 32~ 6. 13, P< 0.01), K IE T I 1
BN I A 5 ek o i 4 Gt B IRl R ) 5 J5 , GG BE 1A
AR H) RR (EA 2. 85(95% CI: 1. 22~ 6. 65, P
< 0.05), R EB G FE L.

Table 1. The distribution of -572 ¢/ G polymorphism in CHD patients and controls

FEFET [ B (%))

g 4 n
cC G GG C G

RISy TR 139 72 (51. 80) 56 (40.29) 11 (7.91)° 71. 94 28. 06
Bk 105 56 (53.33) 43 (40.95) 6 (5.72) 73. 81 26. 19
Lotk 34 16 (47. 06) 13 (38.24) 5 (14.70) 66. 18 33.82
G R 85 48 (57.47) 29 (34.12) 8 (9.41) 73.53 26. 47
K& FHmilE 54 24 (44. 44) 27 (50. 00) 3(5.55) 69. 44 30. 55
& B PR 22 9 (40.91) 10 (45. 45) 3 (13.64) 63. 64 36. 36
KRG HHE R 117 63 (53. 84) 46 (39. 32) 8 (6. 84) 73.50 26. 50
H IR 67 33 (49.25) 29 (43.29) 5 (7. 46) 70. 90 29. 10
KA H MR R 72 39 (54.17) 27 (37. 50) 6 (8.33) 72.92 27.08

xit B 2H 168 106 ( 63. 10) 60 (35.71) 2 (1.19) 81.95 19. 05
B 116 75 (64. 66) 40 (34.48) 1(0.86) 81. 90 18.10
it 52 31 (59. 62) 20 (38. 46) 1(1.92) 78. 85 21.15

ar P< 0.01, 5% #E 41 B] 3k 5 20 LU AR
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1. BN R 6 HEE- SR UcEFBEE 14 cc
R 50 GG HEF AL 6: CG FEF AL M: pGEM-3Zf(+ )/Hae @
markers

Figure 1. II-6/— 572 genotypes

2.3 @iEieERERERKRET ZHS- 572¢/
CESMHXR

PG PR R IR et 0o B85 40 O SA 4 UA 4 A1
MI 4, - 572C/G R BUTE S A R A TS ih % 2=
o K SCA FRMALE 5B 83 B B 4 N B
A WA A = ST AR, - 572C/G SR A
£ = A B3 AT EGT #22 F (3R 2, Table 2)

x2 BUmIERERBERNKFEEZHS- 5720/C EH
BRXER [ (%)]

Table 2. Relationship between CHD clinical types or the vessel
number with lesion and - 572C/ G genotypes

a4 W n CCERNA cCHERA G HRA
REMOEEA 25 12(48.00) 10 (40.00) 3 (12.00)
AR ERLGIHAL 70 34 (48.57) 32(45.72) 4 (5.71)
OIUAESE A 44 26 (59.09) 14 (31.82) 4 (9.09)
SR 32 15(46.88) 12(37.500 5(15.62)
SR 28 15(53.57) 13 (46.43) 0 (0.00)
=R 23 10 (43.48) 10(43.48) 3 (13.04)

2.4 BLREEREZERS- 5720/C ZHMRXFR
XTHEZH GG+ CG =AM CC A K BYAH LA 1
IR AEE SR (P < 0.05), 1044 & 48 % W46
JEERN ) AN 117N s W SN i e & o I S e
KT B 22 5 (3K 3, Table 3) o

3 3
J i e Uo7 SRR I B LR 22—, SR T

3. - 5720/C ERB S RE AR IGRIFERN X RLR
Table 3. Comparison of clinical characters between — 572C/ G
genotypes in control groups

& 5

REFEH (kym®)

4 (mm Hg)

CC 3 H A

23,1232, 31

GG+ CG H[H#Y

23.21%2.17

121. 51 £17. 01 122. 43 £16.75

FF ik E (mm Hg) 80. 04 £9. 00 80.29 19. 67
MLF% (mmol/L) 5.0110.38 5.05 10. 38
SHERE (mmol/L) 4.49 £0. 49 4.39%0.53
H il =B& (mmol/L) 1.12%0.37 1.21 0. 40
HAIHL ( x 10°/L) 5.97%1.11 5.87%1.02
IR (% 10°/L) 182.41£45.40  187.30 %59, 75°

a: P< 0.05, 5 cCcEREAALL.

FERRIEKP 12 F 1T A5 N B e 0 1 5 Bk
AR -6 RIES KIVTHREB N V2 It 4 240
HFz—, Bt RPRER —CRMEH(Cre
active prorotein, CRP) = 2E ] 3= 24\ Jit, 7E 56k 0o K AE
KIBEREFRIEHTREL CRP EE ., CRP X A]
Jidt KA HE A AN A R -6, SR AEAE 3 TR
BB, FeH S5 As M HRRIRES K
J& o I3 -6 7K P AN AT T e BE N\ ok 5 M
Mfake i, mH 5 R BE A K. A -6 BFH
KT 7 SPEAE, K 5kb, EUAAEG T A
AMNE T, 0 F A X K& BRI S I AR
I, B 1 2 AP E N R BT X - 597G/
A— 572C/G+— 174G/C Fe— 373A,T,'7 . #ig b, 1I-
6 F: [ 3 ) X AT 2 A A A T RE iR B H 1
SEA T, 15 sk 55 5 R 1 Rk TR 1 5 RIE KR,
PNITESPN SRS o LT e X

AW TS R E N - 572 AL SAFEAE CCa
CG.GG =R AL, GG FEH AU /b WAL F A, G &
RN F A 2, X 5 H A NBERIRE A, H
A R AT RS NBE>Y, $2oR 10-6 2[R - 5720/G
ZAMEAEREZ R, GG FER AL G 25 {7 3 A 75 {g
RN 568 Co9 N A H 1R 20 A AT 43 531K 1. 19%
7.91% F119. 05% 28. 06% , & Loip5 B GG A 7Y
G &R FL R E & T X EA(P< 0.01), B
CCREH A NZ I, CG HH AL &/ 0% 1 RR fH 4
1.37, B4t it E (P> 0.05), GG &KX ALK RR H
H2.85 BERITEE L (P< 0.01), HfERIE M
J I R I g 45 5t o0 5 % G S B R R s ) s, 3
Tl XARAFAE(P < 0.05), - B A 7 009 5
-6 %K - 572C/C 2 &M AFE M K, GG JE R A
ATRE R O AR ER S IRERZ —, XATRE A BT
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fiR R — e 0 el O 1 G S I R 2R T N TG 22 e O
R R . ARIEAERF 98 T & B TE O I PR 1% R TR 51
kA2 S - 572C/G 28R (P> 0.05) « A&
WF9T 45 5 5 Humphries 25 % Georges 2 B 57 A
[, XL RI- 572C/G AV FRRE AR
OIRIIRIRL R, SGRA—HMWTRERA: -
572C/G Z B MAEMIKEESR, BA-572 fr s 2 5
MR EARTEEANBE(P< 0.001), 534 GG 3
DRI B DL, G2 Ao 35 (R Ol L3S (R, AR AE 95.
00% A" @ 174G/C B MR -6 HE £ A
PERF LR # s, H RTBGE S0 %0 R 2 S As 1fE
BT A DA R RO fE Rt R, H
EA A -6 FEF - 174 £ S JL-F 3N GG & H
RN B R [ F /RS AR, SRR i R (1 A 1Y
S A AT ReHEBUR — PR RABAE AN [F AFE = A

- 572C/G % PR A O 5 K AR D AT BE AL
WA EAE -6 2K 8 31 7 X B2 &1/
R DNA 454 551, Ait Ota 25 A 9 A HER -
572C/G A& @I A KN DNA 254 7 %15 DNA —
A5 FIFZ I 1-6 IR I 3R 08 2 B AT e, H i 7 -
572C/G Z &M ThRE BT 7N DAESE . -6 A3
T TB0AS 7 FE 7K T, 9l ARG I 28 I o2 e, 1) 422 Wi 46 1
By BE N AT RE AR, BRI R 2K U A 2 A ]
W B, O/ L[] e s A 3 19 4 i SR AR L I /AR
Az BSORIUHRE B 5 45395 L5 P4 B g, g L/~ 0 L4
gt o (EACHE 7T A R B BN - 572G
S fr FE R (GG+ CG LB ) A & I i /N 4R %
EREET CCERMAF(P< 0.05), M 0-6 XK
— 5720/G 22515 K i B 0 il i 25 et 0o A%
GER R RB TR, (HIX — 458 T F KA KB
Ft A B A S HAIE 7S NN DAAIE 3K

25 P RTIR, BT AR B DUR N B R aE T
SO -6 R 2 &M, RI -6 JEH -
572C/G Z A5 56O I R AR AH 9%, GG L PR B mp
eIt OV R 1 B KR R 2 — . Ak, WA

SEPENHEPOE I 7 A 1-6 JE DR R SR Rk L 4
0 o ENRE, JF 4 T R iE AR T
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