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Correlation between one hour postload blood glucose and clinical characteristics in newly diagnosed type 2 dia-
betes mellitus patients SUN Luyan,ZHANG Guangwu,ZHOU Tingting, et al.Department of Endocrinology and Metabo-
lism, Ningbo Medical Center Lihuili Hospital , Ningbo 315000, China.

[Abstract] Objective To explore the correlationship between the one—hour postload plasma glucose (1 hPG) and the
clinical characteristics of newly diagnosed type 2 diabetes mellitus (T2DM) patients. Methods Totally 201 newly diag-
nosed T2DM patients were recruited and divided into low one—hour postload plasma glucose group (low 1 hPG group,n=
100) and high one—hour postload plasma glucose group (high 1 hPG,n=101) based on the levels of one—hour postload
plasma glucose.The clinical characteristics were compared between two groups.Spearman correlation was used to analyze
the relationship between 1 hPG level and laboratory indicators.Multiple linear regression was used to analyze the factors
affecting the changes of 1 hPG and 2 hPG levels. Results Compared with low 1 hPG group, the levels of TG, TC, LDL,
ALT, AST, HbAlc, prevalence of NAFLD, hsCRP and HOMA-IR in high 1 hPG group were significantly higher (Z=
-3.41,-3.04,-2.43,-1.98,-2.45,1=-3.16,-2.37, -4.25, x’=16.50, P<<0.05) , and the levels of 2 hCP,3 hCP and
HOMA-B in high 1 hPG group were significantly lower(Z=-2.57,-2.12,-4.96, P<<0.05).Spearman correlation analysis
showed that 1 hPG was positively correlated with TG, TC,LDL, ALT, AST,HbAlc,hsCRP and HOMA-IR (r=0.27,0.28,
0.23, 0.31, 0.28, 0.29, 0.20, 0.18, P<<0.05) , and
negatively correlated with HOMA - (r=—0.44, P<
0.05).Multiple regression analysis showed that TG,
LDL, ALT,HOMA-B and HOMA-IR were influenc-
ing factors for 1 hPG (1=2.17, 3.05, 5.73, = 9.26,
4.03, P<<0.05) in newly diagnosed T2DM patients.

Conclusion  The one-hour postload plasma glu-
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cose in newly diagnosed T2DM patients was correlat-
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ed with lipid profile, liver function, HOMA indeces and inflammation level ,and it may be used as a new indicator for glu-

cose monitor in diabetes patients.

[Key words] type 2 diabetes mellitus; one hour postprandial glucose; non—alcoholic fatty liver disease; hypersen-

sitive C—reactive protein

SRR Y IAEAT 9 2 A A S s TR AR PR 1 RR
HERLI A 11296, $&7R W PR C 2218k )™ FE 5 3
el ] B R AR PE AR AR Qe 2 — o HATE S
1 h [fiL#¥ (one—hour postprandial glucose, 1 hPG) FAJF
FEH fi 2 BN EAA . ITLEAER AN [ A F IR, TR
1 e 1 SO PR BT, 42 )5 1 hPG AR T
B PRI A2 0 LA 0 e A 2 0 LA B AL T
R NIET R AU E EJET 2 b (2-hour
plasma glucose, 2 hPG)™, SR, O T-H5 IS A HF
H& 5 1 hPG By Il PR S, H BT Bl = A G5
PRV, U, A B RIS 1 h-PG 5
W BRI 6 ik RARFALE ] B8 A AR DG, DAY BH A LA
W PR o 1 T A B 1) S s 2 S, LASBH DA W PR i 1Y)
LAY SR AT R bR
1 BREHE
L1 —fggekt $EHC20234F 1 H £ 2023412 A
TP B b0 2R BRI BE B o i ARG
7 1 HT 12 W 2 BB bR HR 201 B, Y955 5 R IR
W12 Wibn i . L 551 146 ] M 55 15 AR i
(48 +14) % ; IKFE I8 %K (body mass indox, BMI) b
(25.90+4.30)kg/m?;0 hPG 8.37(7.01 , 10.07 ) mmol/L.,
1 hPG 15.32(13.14,17.49)mmol/L., HEFR ARG 2k
FERAE A s B HO G I RE S B
PEMYRTRT A B S e Mg 8 s Rl LI 8
A BRI AR S B, I T Cushing Z5 5
AESE s ™ RS g 8 s KRR . A0t
FUIE I BEGEIE B 5y S BRI , BT A WIF T R4 %
FERMEFES.

1.2 Jidk R BB AR A I
B MR R BML, ITABESEES L, TR
H =2 I BUR kL 5 mL 5, 75 KA Ak K Ag %
R, Ff RSP AR S A7 75 o FIRA A HE it 2

56 (oral glucose tolerance test, OGTT) Jifil 2 & C
Jik (C—peptide , CP) BERCSESS o R FH O BE A AS
AR 7K SR T 30 238 32 4G W 45 TN %% % il (alanine
aminotransferase , ALT) . 4> 5. 5% & fitg (aspartate ami-
notransferase , AST) [z 2 & Bk 4 7% ﬁﬁ(gamma glutam-
yltransferase , GGT) 7K ~F- , >R JH il i 46 00+ 3ih = g
(triglyceride , TG ) 2 & IH [#] 5 (total cholesterol , TC)
KA, SR B AT % B2 R 2 1 (low—density li-
poprotein LDL) % 5 25 i 15 55 1 (high—density lipo-
protein, HDL) 7KV~ , >R B2 AG I i LI, Sk 14k~
RIGAM R & 28 K CP K-, SR FH R RO ik
K I B Ak 1 21 25 H (glycated hemoglobin Alc,
HbAle) K-

R AR B PTA R 5 R AR PTHE £ (HOMA-IR ) =
FPGXFCP/8.4+1.5, [ B 40/ 48 5 (HOMA-B)
=90xFCP/(FPG-3.5), L CP UL Rl RS
RSP B ZEHRPUA B AN /IR T BE Y, ARYEE
PR I A T BV E AR D7 R S S B /e
VBT % (estimated glomerular filtration rate,eGFR) .
1.3 GeiteEdrsk SRAISPSS 23.0 SR T 4e T2
IIHT o TR T SR LAY B R i 22 (a0 ) 3R
7, WZH 8] FEBCR IS FEAS A 3 . ARIEZS M T
OB 7 B DU o i B R s | 2 18] 22 5 R Rk
RS . BRI (%) s R P Rk, R
Spearman FAAFAIT1 h PG &2 h PG 5 H B8R
MRk, RAZICANERIESMT 1 h PGAI2 h PG Y
FMEZ ., 5 P<0.05 25 A EE L.

2 #HR

2.1 LPLOGTTi % 1 hPG H {7 %] 15.32 mmol/L 2}y
AR A% 1 PG A (IR TP, 100 1) A
1 hPG 2L (R T HEL, 101 1) o PRALRE — Mokt
AR IR SRR S AR R HE AR E WL 1,

F1 K1 hPCHSE 1 hPCAH—BHRE AEAAR IR KA SRR R4

LAY i 1 hPG £ (n=100) 7 1 hPG 4 (n=101) e P

PRI (B 1) 66/34 80/21% 441 <0.05
R4 50+13 45+13% 241 <0.05
M /g 72+14 75+16 -1.35 >0.05
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Ee F1 K1 WPCASE 1 hPGAH—BETOR A AFR IR HAR A AR B

EiEEaN fi% 1 hPG £l (n=100) & 1 hPG 4 (n=101) izl P
BMI/kg/m’ 25.75+ 4.13 26.06+4.47 -0.50 >0.05
W48 i /mmHg 13317 134+18 -0.15 >0.05
#F ik /mmHg 81+10 82+12 -0.54 >0.05
TG/mmol/L 1.89(1.33, 2.87) 2.47( 1.66, 6.13)* -3.41 <0.05
TC/mmol/L 5.11x 1.22 5.70+1.41% -3.16 <0.05
LDL/mmol/L 3.15+ 0.93 3.48+ 1.07* -2.37 <0.05
HDL/mmol/L 121 0.28 1.16x 0.24 1.32 >0.05
LR R/ wmol/L 320 (268 ,399) 325(272  ,403) -0.48 >0.05
I ALEF/ wmol/LL 61 (51 ,74) 60( 54 , 70) -0.03 >0.05
eGFR/mL-min™+1.73m™ 107.26=15.50 112.55+15.73%* -2.40 <0.05
ALT/U/L 26 (119 , 40) 35( 22, 75)% -3.04 <0.05
AST/U/L 21 (16 , 28) 23( 17, 50)% -2.43 <0.05
GGT/U/L 34 (22 ,52) 36( 26, 67) -1.52 =>0.05
HbA1c/% 10.102.10 11.30+ 1.90%* -4.25 <0.05
NAFLD/1(%) 68(68.00) 92(91.09)* 16.50 <0.05
hsCRP/mg/L 1.20( 0.60, 3.20) 2.00( 0.90, 4.30)* -1.98 <0.05
0 hPG/mmol/L, 7.39( 6.44, 8.65) 9.48( 8.12, 11.74)* -6.55 <0.05
0.5 hPG/mmol/L 10.11( 8.65, 11.01) 13.06(11.83, 15.31)%* -9.54 <0.05
2 hPG/mmol/L 13.87(10.55, 15.82) 18.34(16.58, 20.47)* -8.84 <0.05
3 hPG/mmol/L 10.50( 7.67, 13.28) 14.77(12.74, 17.46)%* -7.10 <0.05
0 hCP/ng/ml 1.53( 0.98, 2.18) 1.41( 1.00, 2.15) -0.61 >0.05
0.5 hCP/ng/ml 1.92( 1.23, 291) 1.86( 1.25, 2.53) -1.15 >0.05
2 hCP/ng/ml 3.94( 249, 5.73) 3.10( 2.36, 4.10)* -2.57 <0.05
3 hCP/ng/ml 3.40( 237, 5.55) 2.95( 2.06, 3.99)% -2.12 <0.05
HOMA-B 34.69(20.37, 59.56) 20.51(14.85, 30.26)* -4.96 <0.05
HOMA-IR 2.90( 2.36, 3.42) 3.16( 2.57, 3.96)* -2.45 <0.05

o 54K 1 hPG A B4, P<<0.05,

M 177 0L, & 1 hPG 4] TG, TC ,LDL,eGFR ,
ALT  AST .HbAlc AEAEYE AR D5 P H (non—alco-
holic fatty liver disease, NAFLD ) 52 K C [ hf
# 1 (hypersensitive C—reactive protein , hsCRP) |
0 hPG.0.5 hPG }2 HOMA-IR B @ & T 1 hPG 41,
ZSWE G E L (P <0.05) , 413 .2 hCP.,
3 hCP JZ HOMA-B ] AR Tk 1 hPCG 4, 2 39
it X (P <0.05) .
2.2 1 hPG.2 hPG 5 %4845 1Y Spearman FH 1 41
Br 1 hPG 5 TG. TC. LDL. ALT. AST. HbAlc.
hsCRP Fl HOMA - 1R £ IE £ 5¢ (r 43511 =0.27., 0.28 .
0.23.0.31.0.28.0.29.0.20. 0.18, P} <0.05) , 5
HOMA - B & 1 #H ¢ (1=-0.44, P<0.05) ;2 hPG 5
TG.TC.LDL.ALT . AST Fil HbA lc 5 1EAH 5 (+43-51=

0.18.0.20. 0.20. 0.15.0.15. 0.33, P} <0.05) , 5
HOMA-B £ i1 (1=—0.46, P<0.05) ,
2.3 ZIug A EH o R i2 W 2 BOBE DR R
1 hPG.2 hPG B2 MR L3 2.3

R2  ZIANERIAHTHHSNT 2 BB 1 hPC Y

SRR

fEbR b SE b t P

o 1241 0.85 - 1457 <0.05
TG 0.10 005 012 217 <005
LDL 0.54 018 016 305 <0.05
ALT 002 000 032 573 <0.05
HOMA-B -0.08 001 -051 -926 <0.05
HOMA-IR 072 0.8 023 403 <0.05
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% 2 7] I, TG, LDL, ALT, HOMA - B &
HOMA-IR J&Hri2 Wi 2 BB IR 85 1 h PG B 5200
2 (¢4 91=2.17.3.05.5.73.-9.26 . 4.03, P <
0.05),

&3 ZonNERIATHTIS W 2 BURE IR B 2 hPG Y

A SN
E{=L7D b SE b t P
Wi 17.97  0.50 - 36.02  <0.05
ALT 002 001 030 494 <005
HOMA-B -0.10 001 -049 -820 <0.05

23 A UL, ALT K2 HOMA-B & 52 Wt 2 A0k
PRI B 2 h PG B2 3R (153 511=4.94 . -8.20, P
¥1<0.05),

3 itig

H T8 G m Ao K249 12 hpe,
A XKAJG 1 hPG I 3= 2/ e A0S R A rh
FrIES, EPRBEIRIEC S 248, 1 h PG=11.6 mmol/L
AT 2 BB PR A2 8, N R A LU IZ W , 2 )5
AT I — A FINAYT o Wolever ZEOFSE i,
7R BRI SZ U 1 hPC A R R BUR T2 hPG, £
B 1 hPG AR EEEZ ML T 2 hPG, [lAF 1 F 1 hPG 45
RIS ) B, ELAT B () AR 8 25 L PRI U 5 Sy i IR
%, ZWHFSEWAESS, 1 hPG 7EWE IR & o A BE
T JE A A DR XG0 LA B i i e 1 A 4 A
FETR O AR AE T35 0 LS S5 1R & A 70
MIGE ST FIH AT 2 hPG, #2755 1 hPG AT N 410
SRS T 5 O L3S B I B RE FAE T 3R 1) B 48
1:,—3[135%

AW LE R R M FAL 1 hPC 4L, &
1 hPG 4 1Y NAFLD S R B B I I . A7 2e %
P R B PR I H BB I E NAFLD 5% R 240 50%
~75%", AWFFEH B2 W 2 AU R NAFLD A&
WL 79.60% , SREARFFE 2. NAFLD RYE0R
PLE Tl AR 2 S A AR A5 7 R i i
THFEA B 2T A s Tk B R AR, 40 A A= mid
(G PR B, A 46 H ik g 20 Ik e 2 7 1
JIEE G JOEL Ak 5, AT 251 A R JE P 7 95K 4 Ak I 38 S i
G AE /AT, 5 S 88 3k 980G A0 O T g A
WA T BT A s e T . ARG R R
7N, 55 1 hPG 4 LR \NAFLD 295 K & iF DI fig $5
FREAK 1 hPG 2 W] 5 A5 , 4575 B IR 9 5 NAFLD
JE— A A B B A B AR A A I
75,5 1 hPG 4 HOMA-IR & Fh i , $R i &

HLHT AT BESE NAFLD Ay — 20 R 2, 1M s i 4
FEUR 20 B 45473 ek ohe 2 i o JBe 5 R IRt , T K
WHEEIR

H A7 = N NS IR % 18 B 00 5 b B S
2 h PG HbAlc K536 76 B Ar i Bl s ) 4R
S VEAS IR I LR A SR AR, AT SR AR
FH, 2 IMAE .2 h PG 2 HbA 1 345 2 RUBE /R £
HIERAE o M R A5 S5 AR O, IRt 4%
KAE Y5 A 4 )RS bR H AR B P )
PEo AWM T 2RSS . APFEIEN B
2 W T2DM B & OGTT i % 2 h PG 5 TG, TC,
LDL ALT AST J2 HbA le fFFEARSCHE . SR, DA biF
FEGEVTHZ W T2DM 5 OGTT i 5K H 1 hPG 11l
RE X, HRTZIMFEIESS : 1 hPG AN 25 15 1L
BE 2 h WS B2 HbA 1e S5 RE 0000 05 8 55 52 361 K i IR
I 1) R, T LAl 5 8 5 R IR A gl ikt A i Ak
MLARTE LR AR S NAFLD 25456019 ARBF5T &P,
FLTF 2 hPG, FEFZ W IR ARET .1 hPG 5
TG.TC.LDL,ALT ,AST & HbA lc A7 76 A e, B
24N, 1 hPG A5 hsCRP A5G, ZIF5EIER] ,
SN N 3 N R 5 RSB 5 T B A
-4 ZS 5 BB RN  NAFLD & 4 & Je Z
rhm =200 hs CRP B A Sk 2 i PR L 1) S5 B 4
KB W 2FFa bR o AT R 5T 3 B, S84 B N 3
it Toll BEAZ A PI3K/AKT/mTOR 2 NF-«kB 45{% 53
ST AR PR I R R i 400 T R A8 RO PR e
KA 28 S PRI T R I R AR R R 2, 245G
AWFGE KB, A LT 2 hPG, 3712 Wil PR %% B 3
OGTT % 1 hPG R ILH T HIIMY 5 hsCRP By AH
PE, 52718 1 hPG A RE 5 AR RAE AT A G =R S
1 hPG AT HE AT LAIE i3 FAIG 45 B RAE K- DA T AR A5-451
HMPIIGIR R 25

2 B PRI 9 V1% T DR LA BRI A Ay J 5 2%
HEHUA B AN AT REREAT o RN, R & R ARPTR B 41
i g i s 4 ZE AN () B i ot B S v 9 BT R A A
FEARGE P, G R, 25 B g 2 5 R
i 5 ZHEPUA ¢, AR e IUBE T = 5 LA i 5 2%
HEHT S B 20 L D) RE B AT AH 2, AW FEMAUESE , JC
W45 1 hPG iE 2 2 hPG, #5 5 HOMA -B #8504
%, [AlF, 1 hPG b A5 HOMA-IR 7E7E IEAHSEE
[ )1 43 A 4% F 4 27, TG \LDL,ALT \HOMA - B}
HOMA-IR /2 1 hPG [ W [ % , 1 2 h PG By 5%
K 2% HA ALT 5 HOMA-B. VEIAE S ZHLPifI B
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A S RE AL RIS 5 T 1 hPG T = 9 B AR HiLi
B2 2 hPG T W ] GE T 22 4 1 55 16 5% B 40 43
WD RER A

ARBFTEAS L Z A0 N AW FEAE Ry 5 T T A5
TCFAR R HE R I —FERZ 1 h PG 505 IR S
AP0 R T 22 (8] 8 IR s AR R X 30Kk [ H
Hl HAREA /N, AN ] 38 G A7 7 45 P i £ B TR
R 2 5 A 98 R TR 75 1A FR 35 NAFLD Jf & 1%
B, RAGE AR UNGARAERFIEAS o

g LRk Bz i 2 B RIS 1 hPG 5L
N JFTIRE 5 2 AU P B AT RE L
PR RE S K ARG, 1 hPG ] LA SRy b B s 1A
WE I ) — AN B B FE b, 5361 1 hPG 7T BE Al PR iR
H BN IR 3R 2
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