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(IR) X%, B% ¥ GDM B 324 (GDM 4H) . IEHZiE 31 #(NGT ) HBFgexis, 45
WiEZ 25~28 . 2 29-32 A, #37~38 . /5 6~8 A= Wit TNF-a. BEBE. mEKF, X
FABSHEB E TNF-o MBS X, HEHEABERNESHLE. UBSEATEENRS X
A H (HOMA-IR) PEAR IR, 25R (DGDM 41, NGT 4113 TNF-oo 7K V1 BEZ2 55 64938 hO T -85
BHEERTFE; OCDM BEEIRENE TNF-o KFHEERTF NGT (¢ 4514 7.81. 7.05.
7.15, P<0.01); @M TNF-o K5 HOMA-IR BEEHX (=0.571, P<0.05), &t GDM BEm
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[Abstract] Objective To explore the dynamic of tumor necrosis factor-alpha ( TNF-a )and its
correlation with insulin resistance ( IR) during different stages of gestational diabetes mellitus (GDM ) .
Methods Thirty-two subjects with GDM and 31 cases of normal pregnant women nonnal glucose tolerance,
NGT were enrolled in the study, serum TNF-a and insulin were determined by radioimmunoassay. The
plasma glucose was measured by using glucose oxidase. Tests repeated for each group according different
stages of prenatal 25~28 weeks, 29~32 weeks, 37~38 weeks and postpartum 6~8 weeks. IR was assessed by
the homeostasis model of assessment for insulin resistance index (HOMA-IR). Results (D Serum TNF-a
levels in GDM and NGT group rose with gestational age, and both significantly decreased at postpartum. @
Serum TNF-«t levels in GDM of above-mentioned four stages respectively were ( 7.05+0.67)ng/L, (7.11%
0.75) ng/L, (7.36+0.79) ng/L, (5.46+0.37) ng/L respectively. All significantly increased than those in the
same stage group (¢=7.81,7.05, 7.15, P<0.01). @Matemal serum TNF-a levels were in positive correlation with
HOMA-IR in GDM (-=0.571, P<0.05). Conclusions Serum TNF-a levels in GDM rose with gestational age,
but significantly decreased at postpartum. The dynamic changes of serum TNF-« contribute to occurrence of
insulin resistance.
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38 . /5 6~8 ALY TNF-o K, HFTHSE IR
BIERo

1 ¥&5F%

1.1 ¥R

2006 4E 1 A~2007 4 6 A AL =R T2
TR AR 63 FIZH, 2%EHRMmARED
REEENERRSARH . EXFERNEEXES
¥4 it & (normal glucose tolerance, NGT) 4 31 @,
GDM 4 32 §il, GDM ZWitruE: ST S0g HHHE
MAHAK, 1 h MBEE =>7.8 mmol/L & FLiif O iR 4
BHEWEAR, SREEEFHERRKTEARE,
ZEE1h 2h 3hIESEERHH: 58
mmol/L, 10.6 mmol/L. 9.2 mmol/L. 8.1 mmol/L, ¥
FPAEAT 2 T8k 2 A LA FHRE T LA, 2H
A7 GDM ¥, A 5 HEBR I & 1 4 PR B At 0
RAE, SEOVEGRIE, MPTIMAE, EHIFKME
At EHES, BEENE. LIEREF. B
e, RBENRIEMAEE . IEHIFRASL
o, IRARGIERY, SHHLR. TARAYN
B, WEE, WAREER. ZR. REREER
EBHHAT M,
12 #EnmiAE

FR25-28 A#THERANAR, BXE
8~12h, MEFAkMmAEZ MBI, KK 50 ¢ HH
YEET 200ml K, 5min WIRTE, BIFGRMBEEK
oA, 1h BB K I 2 s, & mBEE =78
mmol/L & (%), WHATORAE R &iXE,
1.3 OfR#% R RE

SMFHEEATARREELATIJERK
&, BHBKLEYE 2008 AL, KBRATERE 8~
12h, KAER, HAEBH, MRSEHKDL, R
Jo ¥ 75 ¢ BEBEYS T 250~300 ml /K, 5 min FEK
5t, MWFFERIREEKIZE, 2351 F 1h, 2h, 3h il
BBk i 2 M6
L4 Kok

B AES R4 A TEZ 25~28 JA . ZE 29-~32
JA. 2 37-38 . /5 6~8 FZSEHHE Bk 6 ml,
ShEG, —SBIERIME, B—HoEmnE,
W F-30 CHKAEN, BUtREBRS & . TNF-a,
MR A A BEENE, BSE. TNFa R
Rm ez, BSERRR & hXEdthmEs#

BAHEBAFEM, TNFo 7 & H1 % E Linco
Research, ST Charles MO A B84, A& AL
B/ R DFM-9 &Y y i+ E
B AP B S BHPTFEH (homeostasis
model of assessment for insulin resistance index,
HOMQ-IR) & AR
HOMA-IR=75 Ji Il ¥ xas MRUBR 5 #/22.5
1.5 SitEabs
TIRERESD IR AT EIBAREE (vts)
For, FIARIEZ SPSS 13.0 K- #7447, HA
B SHHERKA BB, HXHERA Pearson /
KL ITTLRER TS, HOMA-IR, FINS
BIREMG, B E R HHARK M

2 #R

2.1 AFIKE GDM 415 NGT 41723 i I B Y o8
W1 iR, BRER: ERESHRASE
MmAEK 3, ¢ fH5 5% 7.83. 751, 620, ¥
H P<0.01, ZRAEFRIT¥E L. NGTH&HI™E
SEMELESR, T GDM A% 25~28 A, & 29~
321, 23738 A5G 6~8 AL, « HA AN
742, 738, 6.55, #K P<0.01, W47 I i #K
VR mMmA . mieE S 3738
IR, FREXL 2 BERRAL,.
1 ARIR SRR R 5 TF R R 40 2 I
7K T8 H B¢ (mmol/L)

22528 229320 %37-38F =R6-8H
EHETR 4801054 4.85:049 4.96£0.56  4.76:0.61
EIRERA  6.57:1.14 6942147  7.1321.87  4.82+0.69

22 AR[FEATH GDM 45 NGT 4% I e & &K F

B HL3

mk2 iR, BRER: BREFHARASE
BB EKF i, ¢ 1845]% 7.83, 751, 6.20.
525, ¥R P<0.01, FEBEHEZR. NCTHZ
25~28 5% 29~32 [/, £ 37-38 /8. )5 6~8 il
o, t1E45 50 496, 9.62. 1478, ¥k P<
0.01; 2 29~32 5% 37~38 . /5 6~8 AL
8, (fH251H 557, 21.27, ¥k P<0.01; Z 37~
38 5™ G 6~8 A LLEE, 1=23.54, P<0.01, GDM
HZ 2528 AEZ 292, 23738/,
6~8 LA, {2 5% 630, 17.11, 2331, ¥R
P<0.01; %229~32 5% 37-38 fi. 7™/ 6~8 ALL
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B, +fH25N 6.85, 28.73, ¥K P<0.01; % 37~
38 A 57=/5 6~8 I HLBE, 1=39.05, P<0.01, Hitdl
R, WARNHESWE, ERIERITEEX,
SRS RK R TR, BE e
3738 A, =R,
%2 FRANPERERRASEY FRASHRS R
KA H A (mU/L)

Z25-28 8 2293208 F31~38 A R 6~8 8
EHER  2.63:010 275:009 2.90:0.12  229:008
MEIRMERA  2.86£0.09  3.0120.10  3.29:0.11  2.39:0.07

23 AFEE GDM 45 NGT 4 TNF-a K8
WMERIFR. ERER: BERENHHA
TNF-a KFHEE, ¢ fHS 50 7.81, 7.05, 7.15, 3§
H P<0.01, HFEFIT¥E L. NGT 44 25~28 A,
%29-32 &, % 37-38 575 6~8 AL, t1H
43515 4.88, 5.10, 6.28, ¥k P<0.01, HAFHH
HEMNERLGIT¥E L, T GDM 4HZ 25-28
. 32932 F., 2 37-38 A5G 6~8 ALLE,
tE2HIH 1175, 1116, 1232, ¥k P<0.01, 3
KRB ERERIT¥E N, HWATR, NGT
41 GDM 41 TNF-o /K- FREZEIE MM &, Hik

HHHAZ 37~38 A, SHEHHEESTTE.

%3 AR EEIRE RS EH EIRE MEFE

BEF o AP (ng/L)

Z25~28 0 %29~32/8 Z31-387 6878
FHER 575065 5.82:0.70 601071  5.04:0.46
HIRBERAE  7.05:0.67  7.11:0.75  7.36£0.79  5.46x0.37

24 AW GDM 45 NGT 41 HOMA-IR By H4

WRAFR. ERER: BREPFA
TNF-o KFEHE, E25]% 31.18, 31.10, 28.39,
10.96, ¥k P<0.01, ERFHIH¥EE X, NCT4
22528 55 29~32 ), B 37-38 fAl. 7=J5 6~8
PR, EAHHR 523, 1130, 18.86, ¥K P<
0.01; Z29-32 5% 37-38 . /5 6~8 AL
8, t{E55N 6.84, 2643, ¥k P<0.01; 2 37~
38 A5/ 6~8 A HL#k, 1=28.28, P<0.01, GDM
A2 2528 A5 29-32 . B 31-38 . g
6~8 AR, tEAFIN 5.85. 7.36. 4724, K
P<0.01; % 29~32 5% 37~38 i, /A 6~8 fAllL.
B, (25N 1127, 4978, HK P<0.01; Z
37-38 575 6~8 A L&, 1=58.57, P<0.01,
BRI, B &S E 5, HOMA-IR K¥FH

ERWARITFERE X, HOMA-IR K F-REZRSIE N
T, REENBAER 37~38 A, =EREK,

% 4 ARISHAEIRERARE S IE R EiRA RS RS

Eiop ol
Z25-28 F 329-32 8 23738 FiE6-8 M
E¥ER 1.10£0.08 1211007 1.36:0.10  0.74:0.07
EIRERAR  1.69£007 1.80+0.08 2.04:009  0.92:0.06

2.5 i TNF-a /K5 HOMA-IR HHR/MHT
Pearson XA B/R: SHEIE., SHES
% . TNF-a 5§ HOMA-IR B EMH X, rEL MR
0484, 0911, 0571, ¥ H P<0.01; TNF-a 5
HOMA-IR., M. ZHESEBEMHX, A
491k 0571, 0417, 0326, ¥k P<0.01; KL
HOMA-IR AHZE, DIZEAKE . ZEAREE
¥, ZYEKERE. ZYERHEERE. SHEIE,. &
BHESE. TNF-o ¥ EEEHTEICEIFS T, H
PEREMmE. SHESE. INF-« #FARBFRE,
EIHRET 500 0445, 0865, 0.564, HIk P01,

3 itig

EERET, BEENEY¥EREETKS
EZAEHTESHESN. MRS5S EZ K o
TEMERE, IR B TANKH SRR, %
MERARAD T (WESEZRED 1. BSE
ZRIEY 2 %) KI5, RIEEREA SRR
A FRIBHEEREET 4 5005 (2R
BEE . YRS ERBRARYES RN ROEEE
BB TR, BB IR,

AHEERER, EERASHEBESEKYH
HIRKERAWAE, BAEFERELER, RALE
IRE—FMSBRT R A H R, AR TR
ML EERERR, ZMEHRMILABKILE
P BREHRE, s TS EENF A,
BT REGEFILAE TR REARE R,
ZOBSERREIAAEEYE . BX, BSES
WL SN, 35 H HOMA-IR OB I I £ 1 % T A b
A, HEERTTE, XRAGRFEAEYE
IR, Bk, EIRY IR B EERT RERILERN
—~FpREES,

GDM £ & Il 7§ TNF-o K ¥ 5 HOMA-IR & ¥
IEMX, TNF-o, ZHEESE. HOMA-IR HbEiE
IR R, T2 3738 FikTE,
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SEAEBEAL®, HEFTF&E, X&XH
GDM & IR 8 NGT S, HIFHATREAT TNF-o
257 REEE,

PR, KEMRERR, B 233 MEERAR
BTNF-o B 5 %500, w5 GDM BEM IR, H
A REHLEI A -0, O HACHIGH 2%, 5IEHE
BRI BKFHE, R TNF-o S AR H 258
BEZEMBEERYMEEURMNGRSEZ ALY
HE MR EERET 4 HEE; @TNF-a
AR R B R ZARBEALTEYE, 15 BUAS s 40 A A FBe
BEZIRIER S ERIE T H B R 2 AR e
BfK; @—EMEA TNF-o T FEIRBES R ZHEHN
B BESEWFERNS; @TNF-o F] 1 5 R
FHEEREKFEAR, @dEEERFH IR,

BT IR MRFEAFTE, BHIUEMAZRES,
SEZEEMBEAE, EREIET, Z2EKESHE
B ARBH AR TNF-a, KEA TNF-o BHEM
BET IR, #—-BRETHENERTES, Hm
SR EMmME, NTSH INFo WAMAR, B
—FEIER, SB GCDM WAL (AHIRERE
&, &% GDM BE K TNF-o B EKF NGD) ,
Hit, BT TNF-a BREHB, RTINS IR
MEREMERE, 5 CDM BE4MxE,

GDM BE=EH THRANGK L, S TNF-«
B9 4y 0 B R E >, IR HIRIBE (GDM A7 )5
HOMA-IR ¥/MFZH), wet, BS B HAES B
RIS & B AR LR B0 B, BRI REaS%
HIE¥, FUAHRAARBXR™EE 2 BIRR
W A4, {8 GDM & ™/E TNF-a. HOMA-IR,
ZHBESEHRTERZA, X685 CDM 2F
TR AR 2 BB RAG A %,

L LFTiR, GDM BE MY TNF-o K F-FEZ2 5
BmmAR, SRERERI-8AE, BHS
HOMA-IR B FIEM X, &R TNF-o B2 5 IR
ME%E, FEGCDM,

£ % X W
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