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[<88iA] AHS, BREEZHRIR, REOBEBRN—RHAAKZENR, awii~de ALRZEN, amia)
6174G/C; ARA;, FHAR
(5 E] BH THRTEHTRAAG@IEAE AR 1746/C 25N ERBEAMRN XA, BE EARS

BEpt R E—FRFIA RS EWSM T EMET 69 Bk & & WA H S EH A 69 Ik & £ WA FAMEE 9 & m
AE6KRR 174G/ C 50, A6 E b b EFMXBARETHEYBOSH, GR TEHTXHEAGE
MaNE 6 KRR 174G/C 5 53M A GG b TARA A £, A IME AR 136/138(98.55%), GC Z&F K B A 5 A 9
£72/138(1.45%), CC REARABRRA, EEARAER S ERRBH LM AN, i TEHTXHAAG M
JAANE 6 AR 174G/C 5 55 EF MR TRAKX.
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[ ABSTRACT]

tance in Han people in south China.

Aim To understand the relationship of interleukinr 6-gene 174G/ C polymorphism and insulin resis-
Methods

tients with high insulin resistance index and 69 control with low insulin resistance index by polymerase chain reactiorre-

Interleukin- 6-gene 174G/ C polymorphism were detected in 69 pa-

striction fragment length polymorphism analytical method, meanwhile, combined with blood pressure, plasma glucose,
blood fat, et al to undertake cross sectional study. Results In Han people in south China, interleukir6-gene 174G/
C polymorphism main was G/ G homogenotype and distribution frequency was 136/ 138 (98. 55%), G/ C hetrogenotype

distribution frequency was 2/ 138(1.45%), C/C mutant genotype had not been found.

tween the kinds of genotype and insulin resistance index.

There was no relationship be-

Conclusion M aybe there is no relationship between inter-

leukir 6-gene 174G/ C polymorphism and insulin resistance in Han people in south China.
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SRS R . SCHER[ 1] #kiE, 11-6 2 H 5
‘M 174G/ C FAAEZ S, B S AN K 6 KA
B m A, 11-6 FEF 174G/ C 2 B
AR GRS RIRPL A . A E AR 10-6 FEH
ZAMEBATII, BT 1L-6 £ F 174G/C £
S EHIINI LR

1 MR5F%
1.1 ARNRSHE

[WkSEHEA] 2004 12-07 [1&EIHEA] 2005 01-11
[EE€THE]  HRINTRHLR 3 4:(200204136) 5 H)

[1EEEA] WA, BIACEEIN, | AR B 22 B b Je AR A RS B o
WERTEI BT, IR I et 98 B AR U 45 1A I PR I 98 AR 9
B ERE, RN, TN R R P B I 9 1 4 T
A5 R AR Bt 7

138 il A& 3 A o %% % 2 oy o B 8 7 Wik
Ao WMIERSERX R T F 4 #8 # (homeostasis
model assessment insulin resistance index, HOM A-
IRI) % % HOMA-IRI = 18 4 ## HOMA-IRI X &
%1, HOMA-IRI B4 69 fl, 2+ F 1% 40 ], &t
29 fil, i 41.2 9.8 . HOMA-IRI 1K 1E 4 69
B, oF B0 514, M 18 I, 48 37.217.4 %,
1.2 E[F4H DNA Kz

BB # ik EDTA $UE 1 2 mL, K508 ik
Wk v B, B/ A7 ik R BCE B 4 DNA, # 8 TE
BB, BT - 70 CIRE KA RAF
1.3 BHENE 6 £E 174G/ C BRI

KRR A Bk RN — R& 5K % & M (poly-
merase chain reaction restriction fragment length
polymorphism, PCR-RFLP) £ & 2 47 77 % 4 11-6
E B 174G/ C £ &5
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1.3.1 al4midost SRCE([2], ®it L5l
P1 % 5-ACT TCG TGC ATG ACT TCA GC-3" T
5 H P2 A 5-CTG ATT GGA AAC CTT ATT
AAG3 (FIm A ERBEARAEAR) -
1.3.2 REEBmEREAKR  REEEMA 50 UL,
TagDNA % 48 2 U, ANTP 200 Bmol/ L, ## DNA
3UL, PCR KA 4 4 94 CTAA ML 5 min 94 C
4557 52°C30s” 72°C 45 s, fEF 35 %K. PCR =47
22.5% R BE B ok, IR LR J B, K SN E AW
2, ¥ 8 R W — %457 DNA F £(208 bp) »
1.3.3 BEWIREWRKDAT BRI PCR
Wk L b AT B B A B9 PCR 7= 47 46 G 1A
Fl&H#ATH AL, 50 UL PCR =4 & 4 50 UL K&
WE KGR, TR HATEEY KA. 10 x buffer
1 HL, 10 Mu/ L MBI /2 5] FR %1t 79 47 B8 ( SfaNT) 0. 2
L, 454t PCR 74 8.8 BL, 37 C AL 3.5 h, fw A 2
UL B2k, B 10 UL B 4] 7= 4 384T 0k, R 2
WE R, EANE S NIE .
1.4 BN R 6 FERNE

B 28 B A% 6. 798 138 F a( tumour necrosis
factorra, TNF-a) K F| % [E GeneMay /2 & ELISA 7=
o, F—HARILMZEFARFHE. £ MAXM f
GRS LM e miE R AR RHEK
A1 T1%, #18 & 7 R HK A 4.20% . # Bechman
LX20 X & % I B % i 2 & A8 & B% (total cholesterol,
TC) (k% E f5 & & FE [ & (low density lipoprotein
cholesterol, LDLC) « H i = B ( triglyceride, TG) &
% JE g & & 2 E B ( high density lipoprotein choles-
terol, HDLC), % % 3% & fv. B i | & 25 B8 10 4% ( fast-
ing plasma glucose, FPG) 71 I it 75¢ & # 5 2 h
1 #( 2hPG) .
1.5 BREHRMWIMENE

IR & % (fasting insulin, Flns) B9 i 7 A7 A
BT - 20 CHk A A, ABCAT % 0% v ( RE YA E
R A RN E]) — KM E N, B4,
AL F< 4.5% . ZRXH[2], RS FHMEA
RA# A R 5 K MK #7148 & (Homeostasis model as-
sessment insulin resistance index, HOMA-IRI) 5 iF
#r, HOMA-IRI= FPG x FIns/22. 5
1.6 SEit¥EHEE

B J 4 R A SPSS10. 0 # AT St it 4 #. TG
FIns f2 HOMA-IRI 2 R4 44, L M(QR) &7, M
AFMBQRAF=Z5F WK FEE, £ 8
AHEREL . HHE LB ¢« &5, HREL
B £ AR, x HOMA-TRI & K& A % B & 5 ik
KB Fisher 15 # 8 % ik 34T L.

2 HR

2.1 PRARIIBFRAIELER

PRZE & T AH DG 8 br 000 58 45 3 L3R 1( Table
1) AIALEH T HOMA-IRI I R (P< 0.001), %
HAE MM AE(P< 0.0l EKFEIEH(P< 0.
001) \JERI( P< 0.001) \JEELL(P< 0.01) % FE
REE A RHE B (P < 0. 05) JUR4E B (P< 0.001) &7
K (P< 0.001) \FPG(P< 0.01) .2hPG(P< 0.
01) -TNFa( P< 0.001) .IL-6( P< 0.001) \TG( P<
0.001) 1 FIns( P< 0. 001) 25 #0174E B &2 7 .

1. MEBTHEIRELEER
Table 1. Comparison of indexes in high and low HOMA-IRI
groups

EiER

HOMA-IRI /8541 HOMA-IRI E{E 41

E e TS 51/18 40/ 29
FE (%) 37.2%10. 4 41.2%9.8
20 iS4 5 (% 10%) 5.62%1.39 6.61E1.68"
HFETEE (kg/ m?) 22.9%4.1 26.513.4°
JEFE (cm) 78.9%8.6 87.7%7.9°
[ L 0.86 0. 02 0.90 %0. 02
TC (mmol/L) 4.7210. 89 5.02%0.91
LDLC (mmol/ L) 2.20 %0. 68 2.22%0.75
HDLC (mmol/ L) 1.27 £0. 30 1. 15 £0.29°
W45 K (mmHg) 108.9*12.1 119.9+15.9°
ik (mmHg) 71.9%9.6 78.3*11.0°
FPG (mmol/ L) 5.16 £0. 59 5.7010. 93"
2hPG (mmol/L) 6.38 £2.44 7.36 2. 80"
TNFa (ng/L) 17.0%8.7 24.0%11.3¢
IL-6 (ng/ L) 4.78 £3. 81 6.53 4. 19¢
TG (mmol/L) 0.96 (0. 68) 1.77 (1.64)¢
FIns (mIU/L) 9.46 (4.32) 15.90 (9.96)°
HOM A-TRT 2.30 (1.05) 3.93 (2.1

a: P< 0.05,b: P< 0.01, c: P< 0.001, 5 HOM A- IRI %18 4H EL %52 o

2.2 BYaNE 6 BEE 174G/ C SN
HYIEAN 2 (10-) 6 JE A 174 {7 5 FH =M K
. GG 2if T 2 2 DNA FBKJE /518 156 bp F
52 bp, GC Z% &7 3 45 DNA A B K B 4 5N 208
bp~156 bp 152 bp, CC 4i&F 1 26 DNA B K&
N 208 bp. AR K GG K GC —FhER A, &
KU CC EKFAY (K 1, Figure 1) « P2 K %5
P FE PRI L 2( Table 2) o R Fisher ¥R HE 2%
R, ZR LR EESUHER L (P= 0.496)
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E 1. BAEBANE 6 HE 1746/ C LS EFREE  2.4.6
M8 ARMVIE, 3.7 A 9K GG HEHEY, 5 K GC HLHE,
Figure 1. The genotype atlas of interleukimr 6 gene 174G/ C

polymorphism

*2. FMEAMMNTE 6 EE 1746/ C ZTEMENDH
Table 2. Distribution of interleukinr 6 gene 174G/ C polymor-
phism in high and low HOMA-IRI groups
FL R B (f3) B LEERAR (% )
G/G G/C C/C C G

7 A

HOMA-IRI = {E41 69 2 0 1.409% 98.591%

Hr: Bk 40 2 0 2.439% 97.561%
2 29 0 0 0 100%
HOM A-IR1 fR{E 4 69 0 0 0 100%
o B 51 0 0 0 100%
2 18 0 0 0 100%

ZIEKK FISH £k P= 0.496, AL EEM Z 7.

2.3 BN ZE o EEMF
FATH A= 6 B K G/ G, G/ C R Bk
AT, R4S 8 5 R4 R —5.

3 Tig

BOEHF 7B IL6 16 & R IKPT B & T T,
PR IL6 Z 5B BRI L. 1L-6 RIFETE
W20 P I o7 200 L B0 P R B .l O 25 K DA S
By 2 WA JE B R Y T LK £8P (R i3k P 5 4
KEM -6, BEmfe 2t B #REAIA LA T k40
FL s P S, 5 L A 40 M IR1 - A0 250N 41 B 7 A ) 4
M /e 256, AT CAS| ATk & B 4R Mgt T, o2 g 5
FARPU > L6 BT LUK 0 4 BEER A, PR
HEURAEY . AW HOMA-IR i{E 4 1L6 &

FARAEA, 5 SCHRA T o

1998 4F Fishman 205 ¥ VRIE 11-6 £ 5° 1]
174 ALAZFFBR AL i L AF7E B WE i (C) A RS (G)
2 A0, RN E RN AR R 1(in
terleukin, 1L~ 1) f I AEAS [R] i 3 55 2, S5 A7 2 A
C W44 1(C/C) TERL IL-6 /b, TR G 1
AiET(G/G) MEET(G/C) Ak 1L-6 1%, Hit
w6 R ZESHEEMRBRKLILA K.
Fern* ndezReal %[6] RIE USR] ¢ faiE T
JoR 5 W BUB MR A I G A& TFRRE TR

AW 45 R 5 Fernander Real 257 8 58 A [A,
XL KL 174G/ C 2B MR RRSE NBERR S &R
WHEEER R R, A RERE NG L6 FH
174G/ C Z B MEAATE S5 /E N Fh 58 2 A [F 1A% 4y
FARFE. S5 A—BWrREEEAE: 1746/C £
SHEAEMEZER, B 174 A7 S 2 SRS
FER C AL (5 1. 409% , W B AR FBRSE N B, 5%
CC R 20% ~ 40% , C A7 R K & WL R,
BRAE 40% /i A, @LT74G/C 28N L6 BH £
SRR, H Rl RESEE %A 5 2 &1 55 ik
SRR A0 1 fE B R &R ik 38, B E N IL6 2 A
174 A7 5 LT3R GG ZE B, B B AR H T R’E A
B, IX PP RO (] (1 38t 4% 1 5 22 = A ] e B H — Fb
RBENFENFEFEANF RGN . EAEMH
IL6 KA 27 X B AR DNA 456 751, A
AHERR 174G/ C 25 ME@ T £ R DNA 455 %
HIE DNA —Zf 45 M52 1L6 FE 8 1 2215 32 1Al
Be, HMT 174G/ C 2 MR TR MR 70 BAE SE.
AW e sk 5 AR e IR IE KB R, Rk
A SR RAT R 174G/ C 2 &R 2 5 RRE
NFRE, B 5 B 86525 (w7t g B, 8
NIRRT NFE C S50 2 R ) o A AR B T 00 5
AN#E. @ E N IL6 2K 174 £ 5L TF3¥08 GG 2
A, G/ C K C/C W IFEARREAGE K, A e il A
XM RTEENRENZ S SBEREN
FHRHE

Fern®ndez Real %[7] MG N ARiE I1-6 FER £ 35
P 5 AR R o<, SRR C WaisFHSE
ol =AU SRR T R R AL R A G A A TR
RETHENK. MEEEBEANRLNMER. &
IR IR T 45 RAF S 7 X — /i, 45 R B8 HOMA-
IR 5B EFE 4% BMI.WC.WHR IFAH 5%, 585
BARE G 2h M IEAR DG, 5RREHEAS TG IEA G,
HDLC iM%, 5 i AR briicds K &7 7k Ik EAR S
HZXS TG @ RAE L AR EL Fisher K AR 1547
LRI TG 5 IL6 R Z SR E R R,

g5 LRTIR, FATLE B PUR NP R L6 2
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N2 &M, KB IL6 2K 174G/ C 285 S
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