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with Pancreas Islet Dysfunction in Diabetic Patients

MEI Li - jun”, WANG Lin - chuan?
(1) Dept. of Blood Transfusion, Ankang City Central Hospital, Ankang Shaanxi 725000; 2 ) Dept. of
Clinical Laboratory, TheFirst Affiliated Hospital, Medical College of Xi’an Jiaotong University,
Xi’an Shaanxi 710061, China)

[ Abstract] Objective To observe the expression levels of 8 — hydroxy—deoxyguanosine (8-OHdG) in
patients with different glucose metabolism and its relationship with islet dysfunction. Methods Based on the 75 ¢
oral glucose tolerance test (OGTT) , the patients were divided into 3 groups: normal glucose tolerance (NGT)
group (30 patients) , isolated impaired glucose tolerance (IGT) group (28 patients) , type 2 diabetes mellitus
(T2DM) group (28 patients) , and 30 healthy subjects were selected as the healthy control group (healthy
control, HC) . The triglyceride (TG ) and total cholesterol (TC), glycosylated hemoglobin (HbAlc), fasting
blood glucose (FBG) , insulin resistance index, insulin and c—peptide area under the curve (AUC) were
detected, and compared between groups, and the correlation between 8—-OHdG and these indexes was analyzed.
Results There was no difference in FBG values between NGT group and HC group, the indicators of patients in
other groups were higher than HC group, the difference was statistically significant (P < 0.01). The values of FBG,
8-OHdG, HbAIC and HOMA-IR of patients in IGT group were higher than NGT group, the difference was
statistically significant (P<0.01) . The values of FBG , 8—OHdG, HbA1C and HOMA-IR in T2DM group were
higher than IGT group. There were no differences in insulin AUC between NGT group, IGT group and T2DM group
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(P> 0.05) . 8-OHdG was correlated with FBG, HbAlc, HOMA-IR, C peptide AUC, insulin AUC, and the

0.713, 0.665,

correlation coefficients were 0.704,

0.825 and 0.653,

respectively, the differences were

statistically significant. Conclusions 8—OHdG levels can reflect the status of islet dysfunction, and can be used as

an indicator of islet function for diabetic patients.

[ Key words] 8 — hydroxyquinoline deoxyguanosine, Diabetes, Islet dysfunction, Correlation analysis

e 2 TUBEIRAG  (T2DM) i R i it A v
ey B AL RERE 22 P — A B i 1 i, A
B R A, (RS B AN RE L Y
BB B, BRE B AL ZhRESZ 4= ATy, R
By B AN FERRI NI A Z, AL
AR PR R IR B AR BB X
— BT . AR HaR T HEIEGYT, B
B A A HREWAT vl REAS LUK AP, JF 4y
IEH P IMPEERAS. IR EIEH RS B A0 hRen)
pzRre s ST OR!AHIIRE T ANV S Ot
PECEULEUR Sy B AN E A 2 TUME PR HY K
01 L G Rl A e E - (S A S 2P T SN
(8-hydroxyguanine, 8-OHdG) J& DNA %&b f5tr
HY, U H AT AN A AR S i U
BRP, AEHERHE P £ IR 2 T RE A R IB A2 1
A, RN H AT S Z AT, EF XA R
AR K 3 B L3 8-OHdG kG4 T 43T
BT

1 NH5F%

1.1 HARIIH

Rl L E R P VE 48 B G BE B 2011 4F 1 A &
2012 4F 12 WA B 78 BilAS R AR 3 K S 3
FKH R 75 ¢ b A0 (OGTT) AtniER:
XSGR (D IEEREmE (NGT) 4. %
Ji5 I 4% < 5.6 mmol/L 5%, OGTT &£ J5 2 h I ¥ < 7.8
(2) HpapgEm RS IGT) H: &2
h A% > 17.8 mmol/LL H < 11.1 mmol/L; (3) 2 I
BERE (T2DM) 41 ZSJE I =7.0 mmol/L, F1/
8¢ OGTT &5 2 h B =11.1 mmol/L; (4) 1EH
X} HE  (healthy control, HC) #H 3% H [l 51 Fil4E
W4 AH P FC A fa BRAA RS 2, Y TCHm s, JC DM
K, KIRHZ5).

A WIS 1999 4E WHO 2WibriED.  HER:

mmol/L;

bR (D) AR YR BRSO O
g Q) WAHTRRE;  (3) WIRARGUK

e, iz, MR T OB SR G S al
RAEAE PRIV 1 2 P HEE S g S T 2R
1.2 WliERS 7%

SR T RAER VRS 25 B B st bk
AEHTBEM 3 mL, BLOorESIA. LAH S 7170 4 A
BI A AR5 B A0 REL ] Pt 4 A Tl ARG D =15 H i
(triacylglycerol, TG) FlAHEEE (total cholesterol
TC) , Il T8 v AR WA RS w4 it s Tk
f W T2DM B F B Ak Il 40 & A HbAle
(gly—cosylated hemoglobin Ale, HbAlc; bR AR
PRHEA R AR, BB R (FINS), JFH M
ol 2= A% (FBG) , FIH] FPG 528 @1 &y &%
(Fins) Z: B SCHERFR AR ALY P4k JBR 5 2R HIR BT 46 2L

HOMA-IR= SIS 5 (FINS) X FPC. ) 1 g

PRARIERS M, & ARG HTR, RABIE
THEIFE RS R ¢ BRIMZ T A (area under
curve, AUC) M. 8—OHAG & % FHI XTI 9 4 3
OB S W L (ELISA) , 37 &y b AF A
AR A Al PR, AR FR B UL I 4R AR AL TR A
.
1.3 it abiE

BRI MR A SPSS i T g it o b, 1
BARGORER 5L £ brfis (x+s) FoR, ALk
By 245y M5 LDS—t K 55, A ¢ MR 5 R A
pearson AHSCAMT, P<0.05 H2ERAGITH#E L.

2 R

21 —RiER

XA 116 ], FHrhiE 62 fi, % 54 17,
AALEAERY . BMI 8 5R 2 S Egit =28 (P>
0.05) , T2DM 4 TG. SBP. DBP ¥ & F HC 4
(P<0.05), IGT 41 DBP & F HC 4H (P<0.05), H
BAlRISSatRES T ES, Wk 1
2.2 8-OHdG 5RRETheEtHXHEREILER

% NGT 4H FBG {85 HC gl L 2= 4, HE
AR E T HC YA, ERAZRI¥FEX (P<
0.01) ; IGT 41 FBG. 8-0OHdG. HbA1C. HOMA -
IR®mTFNCT4, ZRAFIT¥EL (P<0.01);
T2DM 4] FBG. 8-OHdG. HbA1C, HOMA-IR /&F
IGT 4. Bii 2 AUC 7E NGT. IGT F1 T2DM 4[]
ZRIGEE L (P>0.05), W2,



86 R ERRF#)

834

2.3 XM

PLUILIE 8—OHAG 7K -k N AR &, H B AHEHE
bR RN AR R, 4 pearon FHRPEREE, 45K B,
8—OHdG 5 FBG. HbAle, HOMA-IR. C ik AUC.
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Tab. 1 Comparison of the basic data of patients between groups (X +5)

ATl n iy (%) BMI (kgm2) TG (mmol/)  TC (mmol/L) SBP (mmol/)  DBP (mmol/L)
HC 30 554 8.7 209+ 6.8 1.3+06 47+09 1274+11.7 77.4+94
NGT #H 28 59.6+9.0 234+6.1 1.5+ 06 52+14 133.0 £20.9 822+ 11.9
IGT #H 29 57.7+9.1 24259 1.6+0.5 5109 137.9+22.1* 84.2+10.7"
T2DM 4 30 60.2 £9.6 247 £6.0" 1.7+06" 54+1.7 148.5+22.1° 873+ 114"

5 HC di1bEs, "P<0.05.
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Tab. 2 Comparison of 8—-OHdG and pancreatic islet function related indexes of patients between group (X +s)

A Bl n FBG (mmoll) 8-OHAG (ng/ml) HbAle(®%)  HOMA-IR  C Ik AUC(pmol/L) JHEZE AUC
HC 30 47+04 26+03 48+03 12+£0.1 4849 +314 1120+9.4
NGT #H 28 48+0.5 33+0.5" 55+04 14201 6 987 + 442" 133.0£92°
IGT 21 28 5.1+05% 3.7 +04% 63+0.7% 15+02% 10 120 £ 975 134.1 8.5
T2DM 21 30 74+06  46+£037 78209 17% 027  10727+617°* 1384 +83

5 HC s, *P<0.05; 5 NGTAELEK, *P<0.05; 5 I1GT 4Hds, “P<0.05.
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Fig. 1 The scatterplots of 8-OHdG , HbAlc and HOMA-IR
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