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[ E)Bo FIREERBABAMG L h MESRIEETHRRR, &5k ZIRKESH 4 4.2 BFERIN (Type 2 diabetes
mellitus, T2DM )21 , i B W8/ (Impaired glucose tolerance , IGT )£H , IE & ¥ETif 8 (Normal glucose tolerance, NGT )4H ; 7E NGT AR
B I b 2 i BB 36 (Oral glucose tolerance test, OGTT)¥EM /5 1 h ML (One hour plasma glucose after glucose load, 1 hPG B
2 8.0 mmol/L ¥ H 4+ AW 4 ,0GTT1 h M ¥ E ¥ 41 M OGTTI h M4, WHREAH-BIFLMBYE C RES
(Supersensitivity C reactive protein, Hs—CRP) & MR IRFEHE F - o (Tumor necrosis factor- a , TNF- Yo &R (DM 1h MBETEF
A BIBEPRAG A TNF- o \Hs—CRP 2 L FHia%, PIFLE L h IWERAN T 1 h MBEEFEMICT A28, H+ 1h MEESH
TNF-a Fl Hs—CRP & F 1 h MU#IEH 41(P<0.01 Fil P<0.05), 5 IGT HZEHIFTE X (P>0.05), (2)1h %5 TNF-o (HiH=EE
(Triglyeride, TG ) \ W48 FE (Systolic blood pressure, SBP) .HsCRP £ IF#H5¢ (r=0.405;r=0.388;r=0.310; 1] P<0.01,r=0.183;P<0.05),
5 B 9% B SR 14 IH [ 98 High—density lipoprotein cholesterol , HDL-C )8 A 3¢ (r=-0.302; P<0.01), " SBP.HDL-C.TG 5 1 h
MBERIAI PR 2 h 38 (3) ZICERMEZE FIASHT R TG TNF- o F1 SBP 43 5IEF M L h MK FHHEXHEE. 4.7
NGT AR MM /5 1 h MR T 8.0 mmol/L A4 K AE B F TNF- o \Hs—CRP IBUAE , SR I REFFFEIR M A AE UL, T BB S
IGT SUBEIRIR K& 2SR R AR 56, TERE IR e fE R TR PR R MR X B 43 A o
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The relation of one—hour postloade plasma glucose with inflammatory factor

TNF- o and Hs—-CRP in different glucose tolerance
LI Ying,et ol
( Department of Medicine , Chongqing Red Cross Hospital)

[ Abstract ]Objective: To investigate the relationship of one—hour postloade plasma glucose with inflammatory factor in different glucose
tolerance. Methods : the subjects were divided into four groups : type 2 diabetes(T2DM) , impaired glucose tolerance(IGT), normal glucose
tolerance (NGT) with 1 hPG higher than 8.0 mmol/LL and normal glucose tolerance with 1 hPG lower than 8.0 mmol/L. .Compare the
general data and Hs—CRP.TNF-a in each group. Results: (1 )TNF-a and Hs—CRP were upgraded from NGT to T2DM. The levels of
TNF- o and Hs—CRP in NGT which 1 hPG exceeding 8.0 mmol/L were significantly higher than that in NGT with 1 hPG lower than 8.0
mmol/L{ P<0.01and P<0.05) and similar with IGT(P>0.05).(2) 1 hPG were positively correlated with TNF- o« TG, SBP. HsCRP, (r=0.405;
r=0.388;r=0.310; all P<0.01,r=0.183; P<0.05 )and negatively with HDL-C (r=-0.302; P<0.01).The correlation of SBP \HDL-C and TG
with 1 hPG were harder than that with 2 hPG.(3) Muliiple regression analysis showed that TG .TNF- o and SBP were independent related
factors influencing 1 hPG. Conclusion:There were the change of Hs—CRP and TNF-a of inflammatory factors and there maybe the
presence of abnormal inflammatory reaction in normal glucose tolerance when 1 hPG exceed 8.0 mmol/L, which is correlated with
development of IGT or diabetes and vascular lesion and we can’t ignore them when we screen the population inclinable to diabetes.

[ Key words Jone—hour postloade plasma glucose ; supersensitivity C reactive protein ; tumor necrosis factor— o

FERA T £ BT EE T R TSR R ARF P ARG 1 h MEATF 8.0 mmol/L BY , AR B HMAINRERIUAE , BAHER
SR WEE RS RIEPI R A, IR TRE R
979 0 L AR A O R A N — R T T RERR EE AR Yu-
taka Seino ZEZHLIAN 1 h MUBERT LAFTME GRS, AB4 1 h 1L

EENE:F #(1978-), %, Ak,
R MR IR AR MR
WISEIESE 0 A5, %, 348, Email:1df023023@yahoo.com.cno



BEFEERKEEE 2011 £% 36 5% 18 (Journal of Chongging Medical University 2011. Vol.36 No.1)

W R, RAEH FRAESH U, AT ILF B8R . 48T
FAERTHIM B S EERE L BT AT E | h E A &S RAE R
FilE G S B (Supersensitivity C reactive protein, Hs—CRP)
FIRPEEIRFE A T+ — o (Tumor necrosis factor- o , TNF— o YRIEK
AE R 1 h MBS SAER FRICR, WHE—BIET 1 h &L
BELENE PR KA i AR R M R XL

1 X&MAE

.1 &%

2005 4 10 H F 2006 F 6 A EEEBR AR T2HA
RAg R IR R AL 146 B, Y HE 12 h 1T 75 ¢ IR #RE T
0% (Oral glucose tolerance test, OGTT), #&2#8 1999 4FWHO
WA, B AR R A AR RS R 4 3 4 (1)E
W HETH B (Normal glucose tolera nce , NGT)Z 73 H(EE 30
B, 2otk 43 ), WAL 51 %, 25 M8 U (Fasting plasma
ghicose, FBG)<6.1 mmol/L. B OGTT2h ifi¥#(2 hPG)<7.8 mmol/L,
(2)C #H . ¥ &2 33K (Impaired gluc— ose tolerance, IGT )4H 38
BB 15 B, 2otk 23 ), FH4ER 56 5 ,7.8 mmol/L<2
hPG<11.1 mmol/L, ¥ RFKLETFTWAIEIT WL IGT. (3)D
20 :T2DM 4 35 B (B 16 B, &4 19 B, FH4EHE 53 2,
FBG =7.0 mmol/L (5 )2 hPG =11.1 mmol/L, ¥ A ¥ 2 #%
N HEGR S R MR PR, IR IE R R & IR IE. &
MG S B MR YA N A IR P B SRR, R
HR B i bR B 20 . SRR A AT IR ST 45 R0,
NGT A #t—254% OGTT 1 h fifE(1 hPG)ZF4H , /N F 8.0 mmol/L
BHA A A A (OGTT 1 h MEFIE#H 4 ) KT 8.0 mmol/L A B
ZH(OGTT 1 h MAEHER4E ), Bi40 36 B, J5 4 37 #l.

1.2 Fik

121 #pknlsE ZiREWAESIE 12 h REFH MK, 1
REIME 1A% Hs-CRP.INF- o , O R 75 ¢ B AMHIE IR 0.5,
1.2 h ¥k i 0 1l 6%

122 WM MSRHEEREN R A S Lk (
TARBE A W TR PR A FI 25 & )5 i HE I 5 SR FH G A (¥R IT
KRenAM TRARAFZNE); Hs—CRP R %2 L ph k(35
== Orion Diagnostica NEIE, P a4E He-CRP K (R F
i ) —17, Hs—CRP 0P8 1 447, Hs—CRP EAIK 1 4, LIRS
# <5%, MR <7%)]. TNF- o TR G5 7 4
ARBE A2y &, H @5 TNF frddh (R0 )1, Z1-TNF
(BT 502 i, bt - TNF BUiL s (R T8 LR, P Rbi
SYEEF UM, TNE SEebi UM, BRI O T 53 1. #em
RE <10%, H8R 2 <15%)],

123 B Bt & H H A )5 sh sty B 5 8 R
M. LUTF AT E RN ISR R E HE(Body mass index,
BMD)= {8 (kg)/ B Am?),

124 iAo BTA SR A SPSSTLS 344,
R IRROHE L) IR + PRUEE (x £ 6) 3855, MR IR LE SR A ¢« 16
%, ZARNBCRATZ00M ¢ 5., BHRAKXRAE

S B B R AR BT B £ 0k g A5 R 4HT , P<0.05 Fon 2
SEEDEEEL,

2.1 — R R A AR YO
211 ZAFE S BMIL £ 7% % (Diastolic blood pressure,
DBP) . fifl ] 8 (Total cholestrol, TC) . 1% %% i fi5 % 4 6 [ #%
( Low—density lipoprotain cholesterol, LDL-C )2 Hl E&L 1124 &
X(P>0.05)(HFE1),
2.1.2 D 4 YLHE IE (Systolic blood pressure, SBP) , H JH = Bi
(Triglyeride, TG)E T A ZH(P<0.01)F1 B 41 (P<0.05), £ 5IH
B, B AR E H B BB (High—density lipoprotein cholesterol,
HDL-ORT A #H(P<0.01), ZHIBF L ;C HA SBP H T A
46 (P<0.05) ,HDL-C fiEF A(P<0.05), ZHHHEENL, K&
TiiEtrS B HERLE X(P>0.05), (LFE L)
2.1.3 BHM A AFTIEAREHIITEL(P>0.05), (WFE 1)
22 RERTIEK
22.1 Hs-CRP LB M A 413 D 41 Hs—CRP 2B N
#, Hrh D 49 Hs—CRP & T A #H(P<0.01)Fl B £H(P<0.05),
ZHHEX,CHH Hs-CRP & F A H(P<0.01), EHHE
X, B 4 Hs~CRP & F A 4H(P<0.05), ZHAH B X, M5 C
AETE L (P>0.05), (WFE 1)
222 TNF-a HE M AHE D4 TNF-o EZHHEINE
B HR D M TNF- o BT A 4(P<0.01)#1 B 4H(P<0.01),
HETF C A (P<0.05), ZHIHHEL;CHM TNF-a HT A
ZH(P<001),B 41 TNF- o &F A H(P<001), ZHI M H &
ST B AR INF-a 5 CAENTEX(P>0.05). (LE 1)
23 SBEL5/%E 1 hafEf2h hptiiat st s
IR B A

LA TRIA(LE 2).
2.3.1 1h M¥EKFES TNF-« TG .SBP.Hs-CRP & IF A%
(r=0.405;r=0.388;r=0.310; ¥ P<0.01,r=0.183;P<0.05), 5
HDL-C 2 fAHX (r=-0.302; P<0.01), LA 1 h (RN,
£ IR .BMI HDL-C .TG .TC ,LDL-C .Hs-CRP .TNF- o %
A BB HT 2R E A B E 447, Hob SBP TG . TNF- o
PEAEF AR, B 25 R 0 033, BUH SR T .

Y=3.581+0.054X g+ 1.036 X0 +0.28X e o

i B AU AR 1 h 5 S SBP. TG TNF- o %
WM, ST el 52 R 1 h g i,
232 2h M#EKFES TNF-a Hs—CRP.TG.SBP & iF #i5%
(r=0.452; r=0.266; r=0.333;r=0.253 3 P<0.01), 5 HDL-C
B A% G=-0.237; P<0.05), L 2 h M MRS, 1
J£ .BMI . HDL-C.TG.TC .LDL-C Hs-CRP TNF-a %% A
A B AT TR BB B ST, Hoth TNF- o #EA B
T BSEREURY N 0.204, IO HRWT

Y=1.139+0.359X p.

H EH T RER AR AT 2 h LB S TNF-o ®YIHEE,

B et eI 3R ARE 2 h iR,



— 78 — EXERXEEIR 2011 ££ 36 5% 18 (Journal of Chongging Medical University 2011. Vol.36 No.1)
R1 BE-RAR, EERTFHLEE(x+s)
# 5 A #4(1 hPG<8.0 mmol/L) B 4 (1 hPG>8.0 mmol/L) C A(IGT) D £44(T2DM)
B (n) 36 37 38 35
FRE(Z Y Agelyear) 51.4+94 50.7 +10.5 55.5+11.0 53.1+12.0
BMI(kg/m?) 23.51+2.53 24.40 £3.06 2444 +2.42 24.55+2.82
SBP(mmHg) 120.81 + 16.42 127.57 + 14.65 129.87 + 14.32° 13534 + 15.21"
DBP(mmHg) 76.72 + 8.66 78.03 + 8.35 78.78 £ 7.11 78.69 = 10.32
TG(mmol/L) 1.62+1.09 1.72+1.04 2.00 £ 1.09 2.58 + 1.96"2
TC(mmol/L) 4.86+1.08 5.01+1.18 5.13£1.02 5.19 £ 1.44
HDL~C(mmol/L) 1.45 £0.35 1.32£0.29 1.27 £0.34° 1.17 + 0.28"
LDL-C(mmol/L) 2.95 £ 0.60 2.95+0.79 3.05£0.88 3.15+0.88
Hs-CRP(mg/L) 0.88£0.12 1.57 £ 0.24" 2.73 £0.65™ 2.89 +0.61°%
TNF- o (fmol/mL) 6.06 £ 0.56 8.645 + 0.68" 11.23 +1.20" 13.91 + 1.01"224
0 minPG(mmol/L) 4.61+0.23 522+027 6.16 2 0.32"2 8.14 + 2.86™ 044
30 minPG(mmol/L) 8.17£1.48 10.91 + 1.55" 10.82 + 1.84" 13.27 + 33770044
1 hPG(mmol/L) 6.53£0.97 11.48 + 1.62" 12.27 226" 17.03 £ 3760044
2 hPG(mmol/L) 529+1.23 6.27 £1.32 9.26 + 0.78™4 17.03 £ 5284044

. 5 1 hPG<8.0 mmol/L 41 ELAE * P<0.05,P<0.01; 5 1 hPG>8.0 mmol/L 20 K452 P<0.05, 24P<0.01; S5-I K4H tLEL 4P<0.05,44P<0.01

F2 1h#2h IS HEARUIERE pearson X517
1h My 2 h IAE
Kz 5
R P R P
Age 0.114 0214 0.154 0.093
SBP 0.310 0.00144 0.253 0.00544
DBP 0.067 0.470 0.014 0.88
BMI 0.139 0.130 0.115 0.211
TG 0.388 <0.00144 0.333 <0.00144
TC 0.092 0.335 0.139 0.144
HDL-C -0.302 0.00144 -0.237 0.0124
LDL-C 0.097 0310 0.077 0.419
Hs—CRP 0.183 0.046 4 0.266 0.00344
TNF- o 0.405 <0.00144 0.452 <0.00144

H : 4P<0.05, 44P<0.01

301 ®

BETA BRI R 2 BUERK (Type 2 diabetes mellitus,
T2DM) "] REE AR F A R I RIE R AL, RIEFE T2DMAY &
Sl AR A VEAI®, Hs—CRP Hl TNF- o ERRRAER T,
UHUAR St Al s e, S B E, B
WU S5 S 7 RO BURR A , B 9T A0 BITE IGT BB, AT 7212
4695 BT, Hs—CRPOHT TNF- o WS B 2385, 2 IGT & 4=
Mk BHERREREZ—, W LAH T2DMPR) & 4 . T2DME
FEIUTRAE RO BB, O M BR 0 EE R AR 2 5
kR HREREAL , 9 A 1E 3 AR IRT Y AT A s (R AL ] (K 28
RN EEAY . ATRSPEBRSYIESE , Hs—CRP AN AT IS Tt R 3k
6~10 FEHILO M ER EEMARN, MERETKREE

OB EIR A RS P A 3R 8 A S T P50, I, TNF- o
2 435 B T AT LATRI IGT FusE bR s 19 & A 38 vy L Fu il
HOMABEBRG KA, SRR T 2 h MU ® EHE 1 h 605
e R EA SRR F R A AT L RA I TR
P 1 b MY B 480 B 1 BOOK S, AR T R I &
KFH) Hs—CRP F1 TNF- o , 55 & 1 h M4 Hs-CRP
M TNF-o« BT L h FHEA, ZHEE X, 5 ICT AE51X
BN EATEREEHNEARS, YRR | h IS S,
i HNE R F RIS, AT BEFAAE A M 98 0F RN, R & X BB
S ANBEATREE BN IGT BUBIRR , 8l E X o AR
O IR A RUBS: th B S 4R R . ARG SRR 1 h b
JKF-5 TNF-a \Hs-CRP £ IEA§36, A TNF- o 5 1 h MR
AHFME L Hs—CRP 38, 4% TNF-o RIEEH Hs-CRP ER &
A BB ED TNF- o RS RIRN AR EPE
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B it % PEFLIES ER PR .Her—2 . Ki—67 Bk & X

B AR M W, ENE
G R K2 B M IR B BER) , 58 KT 830000)
(3 )8 & BTN E R M 2LRE ER PR Her—2 Ki-67 BYFEX KB L ik« ol 55357 50 S ) R S 6 V8 P g K o
2000 4F ~2008 AEHE] 38 UM B A2 P FLARIE B e BRAS BRSORL , [RIB GEBR 62 1) AU FLARSEVE A Xd B, 45 R . OB IER HEFLAR
JEPE— R RBNHSUEN R KBS RS R AR, 20 EA I ¥E L (P<0.05), @Her-2 {EXUNFLERE P H)
BRI PL SRR T, 22 WLELA i3 2 L (P<<0.05) ; ER (PR 72 XU 7L B8 r 0 B itk 2 ok R BB AR R, Ki-67 78
UL A0 o 0 B e i SR A M LR 135 L (EI TC B2 B L (P>0.05) . 4538 : Her-2 AT AE 5 XU IR & HE LRI B A 6,
FATRER AR R A NTIEF.
[ L4213 TOUMI L BRI ; s A B2
[(FEEBRPHHEHFHE]RTITI

[ X#fFrED]A [ W78 B B }2009-05-06

The expression and significance of ER,PR,Her-2,Ki-67 in bilateral primary

breast cancer

ZHOU Mei, et al

(Departerment of Pathology ,the Affiliated Cancer Hospital , Xingjiang Medical University)
[ Abstact ] Objective: To investigate the expression and significance of ER, PR, Her-2,Ki—67 in bilateral primary breast cancer(BPBC)

EENE-R  #H1973-), %, 2B EW, A1,
BRI E MRS,

and unilateral primary breast cancer (UPBC). Methods:From
January 2000 to December 2008,the clinical and pathological
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£ A B4 8] SBP.TG \TNF-a 240 1 h iUk
FRMHCHEE, Y | h mBEA SR, AT AR N 5, 38R 1
h & MBS B T RETEAE IR R AE N, I H 1 h M EAT e S
1GT SRR R M R AW AR R, B FREHRL [ h
PG A E M BE KL MEEGMEEREST L h PG RIEE
HFHE LS MR T 5T R — RS

LR RAEHARE | h S SR A R
HFM TR, AT RETE RIS T R IE R B, AT B 55 1GT BUbE IR
RAERRER R EA Ko WA—BIE T 1 h S MBS R
R AT R R M A R L S, A R R B R TR A A —
TRTHR T 20K
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