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W% &, —F T # DM ik L3 T2DM B4k B @AY, Jrik  RRAEEHKRE S —HEE
K5 A T2DM # 4 & Rk B 391 4, %388 & DM Rk % 4= DM JB A2 347 20, S Wik 828 — i 4
ST C- KT R dE SR K I6AF, R 3914 &+ A DM Kk % 123 41(31.46%), £ DM K%
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Relation between serum C-peptide level and family history of
diabetes mellitus in Uygur patients with type 2 diabetes mellitus*

Yizaitiguli-Mutila®, Mayinu-Yusufu?, Awaguli-Tuoheti’, Patamu-Mohemaiti*
(1. Department of Occupational Health and Environmental Health, School of Public Health,
Xinjiang Medical University, Urumgi, Xinjiang 830052, China; 2. Department of Endocrinology,
People's Hospital of Xinjiang Uyghur Autonomous Region, Urumgi, Xinjiang 830001, China)

Abstract: Objective To investigate the relationship of fasting C-peptide level with family history of
diabetes and clinical characteristics of diabetes mellitus (T2DM) patients and to further understand the effect
of family history of diabetes on residual B-cell function in patients with T2DM. Methods A total of 391
Uyghur patients diagnosed as T2DM in a top three hospital in Urumgi were collected, and grouped according
to DM family history and DM duration. The general information, fasting C-peptide level, blood glucose, blood
lipid and other related indicators were compared between the groups. Pearson correlation analysis was used to
determine the associations between various indicators; multiple regression models were used to determine the
influence factors of fasting serum C-peptide. Results Of the 391 patients, 123 cases (31.46%) had and 268
(68.54%) did not have family history of diabetes. Compared with the no-DM-family-history group, the patients
of the DM-family-history group had younger age of onset, lower systolic blood pressure, and lower fasting C-
peptide concentration. However, no significant difference was observed in DM duration, body mass index
(BMI), HbAlc, blood pressure, blood lipids or complications between the two groups. After adjustment for DM

Wk H #1:2017-02-28
# BEATH  E K AR 54 (No: 81360127)

[EFEH] WA - 54348, E-mail : patam0616@aliyun.com
.75 .



mailto:patam0616@aliyun.com

T E A A

521 %

duration, BMI, HbAlc, fasting blood glucose, systolic blood pressure, diastolic blood pressure, total cholesterol
(TC), triacylglyceride (TG), low density lipoprotein (LDL) and high density lipoprotein (HDL), fasting C-peptide
level was negatively correlated with family history of diabetes (P < 0.05). Conclusions In the Uyghur patients
with T2DM, a family history of diabetes is significantly correlated with the decrease of serum fasting C-peptide

level.
Keywords:
Uyghur
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glyceride, TG) . &L JH [ % (total cholesterol, TC) | = %
JF i 78 11 BE [& B2 (high density lipid-cholesterol ,
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tein cholesterol, LDL-C) . Ifil i 75 & IfiL 4 A £k i 21
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%3,
24 7J DM RKikH BEARRENHEXEZRILE
3 ZHJC DM Rk s f A (R ARIS LA, 2807 2553007
LS H G5 X (P<0.05), 5 DM Ji i <5 4E4H
F15 ~ 10 4E4H HhAse, DM i 2 >10 AR 2 AR B K.
3 Y HAhAER H AL, 25 S RG24 L (P>0.05) . WL,
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x1 AEAREEBEFNEXEERILR

AL aon ey R, GETE (kgint 5 5) (mm; Elo (mﬁiﬁ%i 8 (Ll
ﬁn E{\"Z%ﬁ@igﬂ 68(55.3) 51.94+9.36 7.14+599 4480+828 27.37+3.77 12663+1847 79.03+1345  9.72+289
{'fl 52'\’6'38%)75@3% 151(56.3) 56.22+10.38 7.02+584 49.10+9.79 2754x3.84 13247x2228 80.37+12.06  9.40+3.39
tlx*E 0.845 3.902 -0.032 4.493 0.411 -0.945 0.976 -0.583
PE 0.913 0.000 0.175 0.000 0.681 0.012 0.319 0.561
15 MFEZHE C- ik /' HbAlc/ TC/_ TG/_ LDL-C/ HDL-C/ BUEIRA RIEIF%
(mmol/L,x +s) (%,x+s) (mmol/L,x+s) (mmol/L,x+s) (mmol/L,x+s) (mmoliL,x+s) %E $(%) IE (%)
zgﬁl'\:"%ﬁ)@i 2.17 +1.08 982+193 474106 242171 2.81+0.85 0.89+0.21 72(585)  77(62.6)
ZE&%%@Q 253+1.35 966+1.96  4.61+1.04 217+ 1.74 2.74 +0.84 0.94+0.22 153(57.1)  168(62.7)
tlx i 2.593 -0.753 -1.154 -1.263 -0.693 1.490 0.799 0.987
PfH 0.010 0.452 0.249 0.208 0.489 0.137 0.788 0.987
#2 7TFEDMFEREENHEXEERLE (xxs)
2151 AR | % e 4R BMI/(kg/m?) W4 & /mmHg FFSRIE mmHg 25 8% /(mmol/L)
L <5 4E4(n=155) 51.53 + 9.94 1.85+1.25 27.90 = 3.59 127.50 + 17.60 81.48 + 11.99 9.18+321
JFE 5~ 10 4F4H(n=109)  54.31+9.86 6.40 £1.32 27.46 + 4.16 130.08 +20.17 79.42 +13.31 9.65 +3.34
ST >10 4F4(n=123) 59.9 + 8.96 14.20 +4.33 27.01+3.81 134.94 + 25.43 78.51 +12.29 9.54+3.22
Fig 28.074 12.071 1.856 1.164 2.072 0.668
PE 0.000 0.000 0.158 0.013 0.123 0.561
25 122 C- ik /(mmol/L) HbALc/% TC/(mmol/L)  TG/(mmol/L) LDL-C/(mmol/L) HDL-C/(mmol/L)
R <5 4F4 (n=155) 2.73+1.32 9.58+2.10 467+104  223:162 2.82+0.84 0.92+0.23
JpifE 5 ~ 10 4 (n=109) 2.31+1.33 10.01 + 1.80 466+096  253+226 2.71+0.77 0.91+0.20
TR >10 441 (n=123) 2.15+1.12 9.63 + 1.87 463+114 205130 2.74+0.92 0.94+0.22
F{H 8.036 1.760 0.044 0.526 0.526 0.282
P{E 0.000 0.173 0.954 0.592 0.592 0.754
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0.179 1 0.140, P =0.000.0.042.0.000 #1 0.007), 55
DM Z J% 5 DM 35 f2 . %5 I8 Il ¥ .HbAlc TC.
HDL-C.,LDL-C & ffi 456 (r=-0.130,-0.165.-0.160,
-0.264.-0.112.-0.157 # -0.153,P =0.010.0.002,
0.003.0.000.0.032.0.003 #1 0.003).,

PUMIEZS I8 C- KB AR &t LR AE e AH

IFE PRI A Z 08 A 50 #T , 2698 %€ BMI DM
& HbALlc =z i b M 4s & &7 5K & . TC . TG .LDL-C
K HDL-C Z45F5)5 , 25 i C- ik BMI. TG £
EAEY:, 5 DM K% s .DM % & \HbAlc . HDL-C &
PRGBS R f R Il T 25 18 C- K 20.2%11

A5, WS,

®3 ADMREEEEAEBEMHEXEELE (Xx£5)
265 AR | % BMI/(kg/m?) 23 M IS /(mmol/L) I ¥4 R C- Ak /(mmol/L) HbALc/%
Pt <5 4F4 (n=52) 47.52 +7.26 27.92 +3.38 9.27+2.15 2.61+1.16 9.58 +2.10
R 5~ 10 4F41(n=28) 52.18 + 10.67 26.66 + 3.87 10.24 + 3.40 2.09 +0.98 10.01 + 1.80
YR >10 4F41(n=43) 57.14 + 8.08 27.18+4.12 9.69 + 1.83 1.62+0.71 9.63+1.87
FAG 15.365 1.091 0.904 12.114 0.414
PAi 0.000 0.339 0.408 0.000 0.662

#4 kDM REFHEBEARFRENHEXEZREE (X£9)
205 ARG | % BMI/(kg/m?) 23 W 1M A /(mmol/L) 1% 25 48 C- Ak /(mmol/L) HbA1c/%
L <5 4E4(n=103) 53.11 = 10.59 27.88 +3.70 9.14 +3.38 2.74+1.38 9.58 £2.10
it 5~ 10 44 (n=81) 55.05 + 9.52 27.75 + 4.24 9.42+3.32 2.38+1.43 10.01 + 1.80
Ji R >10 4F41(n=84) 61.18 +9.13 26.92 +3.38 9.47 +3.51 2.37+1.18 9.63+1.87
FAG 16.427 1.600 2.593 2.310 1.459
PAi 0.000 0.204 0.800 0.101 0.230
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LIESSES EIVEER ¢ FrifEAL Il R A PE
DM Kt sk -0.407 -0.147 0.005
DM i -0.029 -0.138 0.008
BMI 0.078 0.230 0.000
HbAlc -0.164 -0.247 0.000
TG 1.113 0.143 0.009
HDL-C -0.850 -0.147 0.007
3 itig
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SRS 1 JEACE ] 2 A ) 2 B, T AR 1A 2
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JTPIE R 2™ A 0 g A e AT WA P, AT s
MUEe, AR5 R, T2DM 1Y —ZCE R (BLFEACRE
Tl B ARIR ) 2 = fE AN, B XS T2DM —45%
JR RS A A 2R AR, XS A DM &3
O,

ABFE A B, 1E T2DM B35, A DM 75 L 1
H IR, B HEnT BEJEUIA O - A7 DM SR

X DM 45 M5, e R DU W , LU X DM A
)RR FI2W; 54 TA DM ZK %S, DM i3
AR SR, BRI T R

AWFFEIE KB, 16 DM b DM F %t 5 1l
MR C- IR RN X0 A DM RIgL
Bt DM SRR A ZE , I35 25 iR C- BRMR L FRAIG, TG
Kk BE AL . kA, DU 4E8453 4 2002 ~
2012 4EZHN i G DM G525 35 H (4 9 754 4 AR
N BB, F W] DM 1 £ 6 5 005 s AU 7K SF- 1)
HEhnh ST ARG, B R DM R L 2R E &
B B S R 2R A AR AIG . BRI mT LA, DM &
W LAG , Bl B R4S , A 5805 s i) T2DM fR g T
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KAl RE R R rp 2L (), AAF5E T, DM
FIG s B BEAE R RGN, 5 25 18 C- kv Ji 1%
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