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[(HE] B Wit 2 BRKBEBITHAERDRRERL B E WS R WA M E 25 B4 4E R D3[25
hydroxyvitamin D3.25COH) D3], ¥ ki 40 A 55 %k I 40 Jf2 L {5 (neutrophil to lymphocyte ratio, NLR) | Ifil. )R /2
(serum uric acid, SUA) K FARb K G K3 X . ik SEICEFR BE A YT (19 2 04 bR F 0 TF #f 2 Ty e 35 6L AR & 97 14
YER LA, LAPE I LY 12 238 B 2 AUBH BRI S £1 W6 7T i 2 T BE XL AR & 194 B 1B o o BR AL, 4347 L 2 AL R %
R ThBE & 25(OH) D3 NLR il SUA /K22 5% 38 14 Logistic BIA 4 4347 2 BUBH FR 9 £ 1 7 4 28 2 fi 35 L
RISoma N 2, R WEALARIE W IR G 6 24 51 (58.3229.94) B FI (11,41 £ 2.84) 4F, W] B & T X R4 (P <
0. 05) s WLEL LY 071177 30 min 38 C JIK 574 45 B FL (6 (AC-P30/AG30) 4+ 38 i 1% 3 5 7 4 B LL (8 (AI30/AG30) | Jif
BRI Tl B(IFAUC/G-AUC) Fil 120 min 4 #h 2 F 1 B IE 5 #9 C ik (C-P-AUC/G-AUC) 4351 2 (0.22 +
0.13).(1.5540.36), (0.09 4 0.03) I (2.87 £ 0.90) , B B AL F X B4 (P<<T0.05), ML L M iF 25(OH) D3 K
(22.1246.01) pg/L.BIBAR T X IR (P<C0. 05) .1 NLR Hl SUA 4354 (3.1240.94) F1(365.50+90.48) pmol/ L, B
57 F X B 4L (P <<0. 05) , Logistic [FIH 4T Bos AR 8 B8 IR % 2 . AC-P30/AG30.,25(OH) D3 NLR 1 SUA J&
2 UBE PR AL W TT A 22 T BEZEFLI L R R 26 (P <<0. 05) . £5iE 2 BB IR P M 1T ph 2 T BE 2L AR & BRI 40 b 2
REAZ B, 13 25 COHD D3 BEAR, il NLR Fl SUA 7K T8 5 2 BORE IR 11 WA T i 25 ) 18 35 L 32 5 400 40 W &% 43 10 T g
PL R M 25COH)YD3 NLR,SUA 7K i 5 1 , {515 7 — £ BF 52 .
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Analysis of insulin secretion, serum 25 (OH) D3, NLR, SUA levels and their clinical significance
in type 2 diabetes patients with dyshidrotic nerve function
XI Wei, YAO Li-jun, WANG Lin-jiao
(Department of Endocrinology, Hai'an People’s Hospital , Jiangsu Province , Hai'an 2266000, China)

[Abstract] Objective To investigate the insulin secretion, serum 25 hydroxyvitamin D3
[25 (OH) D3], neutrophil to lymphocyte ratio (NLR), serum uric acid (SUA) levels and
clinical significance in patients with type 2 diabetes mellitus (T2DM) accompanied by sudomotor
dysfunction. Methods In total, 97 patients with T2DM and sudomotor dysfunction treated in
our hospital were selected as the observation group, and 194 patients with T2DM but without
sweating nerve dysfunction were selected as the control group with a gender ratio of 1:2. The
differences in clinical data, islet function, 25 (OH) D3, NLR and SUA levels between the two
groups were analyzed and compared. The factors affecting T2DM combined with sudomotor
dysfunction were analyzed by Logistic regression analysis. Results The age and duration of

diabetes in the observation group were (58.324+9.94) years and (11.414-2.84) years respectively,
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which were significantly higher than those in the control group (P<C0.05). The ratio of net
increase in C-peptide to glucose (AC-P30/AG30), the ratio of net increase in insulin to glucose
(AI30/AG30), the area under the curve of insulin (IFAUC/G-AUC) and the AUC of corrected
C-peptide under 120 min blood glucose (C-P-AUC/G-AUC) in the observation group were
(0.224£0.13), (1.5540.36), (0.09+0.03) and (2.87 == 0.90), respectively, which were
significantly lower than those in the control group (P<C0.05). The serum 25 (OH) D3 in the
observation group was (22.12 £ 6.01) pg/L., which was significantly lower than that in the
control group (P<C0.05), while the NLR and SUA were (3.12£0.94) and (365.50290.48)
pmol/L, respectively, which were significantly higher than those in the control group (P<<
0. 05). Logistic regression analysis showed that age, course of diabetes, AC-P30/AG30, 25 (OH)
D3, NLR and SUA were the influencing factors for the sudomotor dysfunction (P<T0.05).
Conclusion Patients with T2DM and sudomotor dysfunction have impaired insulin secretion,

decreased serum 25 (OH) D3, and increased NLR and SUA levels. T2DM combined with

sudomotor dysfunction is affected by early phase pancreatic secretion function and serum 25
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(OH) D3, NLR, and SUA levels, which warrants further studies.
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M = Mk H 3 Ctotal triglyceride, TG) . s H [& B
(total cholesterol, TC) Ik %% J& Jig 2K [ JH [# B (low-
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4 3 mL @k, L 2 000 r/min (938 B 2.0 10 min
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Jei B A 0, SR A R Ak 2 R Ok R 25 COHD
D3 7K i & A 95 E Simens 24 A,
1.3 BERblcdE  WSCAE BB MR AR IR OB TR v R
SEYERE, A BE R i SBP, DBP, & 5 ik E A
BMI, JEE B 409 D7 BE #8 40 (homa islet beta cell
function index, HOMA-B) = Fins/(FBG—3.5) X
20 R 5 F #E ¥ 48 %0 (homa insulin resistance,
HOMA-IR) = (Fins X FBG)/22.5. AI30/AG30=
OB 707 21 /N BSE IR 8 R -Fins) / OB 6 7 21 /N Bif 1l 3¢
W — FBG) ; AC-P30/AG30 = O fi fif 2 /B C
K — 2518 C JKO / Ol 6747 2 /NBE Il 3% 45 4 % -FBGD o
IR R BN B IE 23155 F 8148 45 - C-PAUC/
GAUC: # IFE J5 9 120 min C Jk #h £& F i
[FAUC/G-AUC:AZIEJ5 B 120 min BES ZH & T
i C-P-AUC.G-AUC,
1.4 Siibegdry: B SPSS 22.0 # i b #3804 .
TR RRER M ¢ K50 TH RO ORER ] X RS 2
KR Logistic [IHAMT, P<<0.05 HZERFAH

Gt L.
2 & R

2.1 WEL AU AL I IR — M BORE AL WA A
AR BRI R WL s TR IR, R A SIS R
(P <C0.05) 5 W5 4L At HE 21 vk 50 L e 45 J L &5 5K
B AREIE R - RER LR EF LRI E R X
(P<<0.05), W#EI1.

2.2 NRERH AN B R S Sy W DI RE L WLER A
X IR ZH FINS, HOMA-IR 1l HOMA-B [L# 2% &
TG 2B L (P =>0.05); ME 4 AC-P30/AG30,
AI30/AG30, FAUC/G-AUC #il C-P-AUC/G-AUC
B AR T % IR, 22 57 A Ge 3 22 3 L (P <C0. 05),
W% 2,

2.3 UERA RN A I 25(OH)D3.NLR,SUA
i WSS I 25(OH)D3 W AR T % B8 48 , i
NLR 1 SUA B & & T X AL, 2 R A G228 X
(P<<0.05), W# 3.

x1 UmAFNRAMK—BREH LR

Table 1 Comparison of general clinical information between the observation group and the control group
(xr*s)
13 % P CBIEL V0 P Ml PR 9 72 W4 e [N pr—
LERs P (4F) (mmHg) (mmHg)

WLEz 4 97 66(68.04) 31(31.96) 58.32+£9.94 11.41+2.84 133.36+15.03 80.414+8.89 24.40+2.64
popiiil 194 132(68.04) 62(31.96) 52.29+9.15 7.80+2.12 131.19+15.54 81.24+8.95 24.18+2.71
X2/t {8 0.000 5.148 12.18 1.135 0.747 0.658

P 1A 1.000 <£0.001 <£0.001 0.257 0.455 0.511

451 Bk AHE I (mmol/L)  HbA (%) TC(mmol/L) TG(mmol/L)  LDL-C(mmol/L) HDL-C(mmol/L)
W% 40 97 7.87+0.98 8.72+1.14 4.40+1.09 1.6040.43 3.10+0.85 1.104+0.21
Xif HR 20 194 7.85+0.96 8.80+1.23 4.35+1.12 1.63+0.46 3.14+0.81 1.12+0.23
X2/t {5 0.166 0.536 0.362 0.536 0.391 0.719

P A 0.868 0.593 0.717 0.593 0.696 0.472

1 mmHg=0.133 kPa
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Table 2 Comparison of pancreatic islet secretion function between the observation group and the control group

(xr=£s)
205 B%  FINS(pg/L) HOMA-IR  AC-P30/AG30  AI30/AG30 HOMA- I-AUC/G-AUC C-P-AUC/G-AUC
W5 40 97 5.46+1.02 1.91+0.41 0.22+0.13 1.55+0.36 45.104+9.97 0.0940.03 2.8740.90
Xt B8 20 194 5.50+1.04 1.9240.43 0.35+0.12 2.40+0.33 43.80+9.16 0.14+0.05 3.50+0.88
t 18 0.311 0.190 8.471 20.089 1.108 9.062 5.714
P 1A 0.756 0.850 <<0.001 <0.001 0.269 <<0.001 <<0.001
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Table 3 Comparison of serum 25 (OH) D3, NLR, and

SUA between the observation group and the control group
(x+5)

AR FI% 25(0HDD3(pg/L) NLR SUA(pmol/L)

2.4 WITHADIRERFLM ZHEZ N K AR
FR % 95 L AC-P30/AG30, AI30/AG30, FPAUC/ G-
AUC, C-P-AUC/G-AUC, 25 (OH) D3, NLR A
SUA 1E R [ 728 it (B0 B S PEAR ) L 2 75 £F 3 v of
ZUREEAMENHELT R (K =0, & =1 #f7

I 5% 4] 5

M s seoion smussss  LoR BTN BRI I MR,

.l 8.473 10.529 1.505 AC-P30/AG30.25(0OH)YD3 . NLR 1 SUA &L

P {H <0.001 <0.001 <0.001 AT BEEFL ML A Z (P <<0.05), W34,

K4 WTHENERZIANSEEZIWER
Table 4 Multivariate analysis results of dysfunction of sudomot of dysfuntion
K% HIEERA i o R Wald %2 {f P i OR f 95%CI

A 0.665 0.192 11.996 <<0.001 1.944 1.335~2.833

Tl DR 95 5 72 1.022 0.287 12.681 <0.001 2.779 1.583~4.877

AC-P30/AG30 —0.768 0.201 14.599 <<0.001 0.464 0.313~0.688

AI30/AG30 —0.121 0.414 0.085 0.869 0.886 0.394~1.995

-FAUC/G-AUC —0.094 0.398 0.056 0.912 0.910 0.417~1.986

C-P-AUC/G-AUC —0.165 0.441 0.140 0.808 0.848 0.357~2.012

25(0OH)D3 —0.725 0.244 8.829 <£0.001 0.484 0.300~0.781

NLR 0.814 0.201 16.400 <20.001 2.257 1.522~3.347

SUA 0.779 0.224 12.094 <20.001 2.179 1.405~3.381
- @ PLIBE B 20 M g sz 0 2 PR WE I A 3 pi 22 78

o8 R A S IR 2 C 27 4 78 4 i = 1
JHCR 3 ¥F B T W 53 WA VR T 24 T2DM 8 25 01 bl
225 AR I VO RS i Y R 43 b L e B e A1 AILAAS I
TR Z B . 5 A BFCIE S RS B 41
MIThRESZ 8 SR A M &0 7 E A O AR AR
e AT R WA D e B i T2DM J 3 3 Al 2 41,
WP D Re Z AL R &R .

AW 5T 45 5 o AR AR IS W PR e R A 4
BT BR 41, W EK 4] B AC-P30/AG30, AI30/
AG30, FAUC/G-AUC #il 120 min C-P-AUC/G-
AUC B BAR T X B gL, H AR 8% 0% IR 6 5 F2 L AC-
P30/AG30 JEfEMTF M LT RE XL m N R . K
5 B AT Re 4 RF IE WO MRS R A, MR Kk
BRE S BLAA IR T R Ak S5 B AN i ) e Az
A G AT H S G H e w R I E s H &R,
ZEEART LR, T2DM B3 AC-P30/AG30 # 1%
U IAVE TI REBR 22 A0 AT 0T < BRI B 4 A P fig 32 P 2
I AL AR S A 7 S8R R R I A PR R A2 A i EE AL
AR 90 SN R B, A2 0 AT T RE B 1S 19 & A . AR BE
23 AI30/AG30 AN T2DM H 25 30w 1T 3y fig
B 0 1) i B PR 3R 40 T i B R A C Ry 2 5
R TE A B B AR Bn I BB I B A i )
WA TH BE Y E R R AN 8
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PR . IR R IE TN R, &
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T B Al ST fE B R 28 . e R R K, JBE S B4 43 W T
FE VB 55 Bk ™ 5, AT i 28 T BB 3R L 1Y & 2R RURS K
EIE I P2 DR AL R AN TER MR Z T
PG PRAIE S

AWFFEEE R B WA I E 25(OH) D3 /K-
BN IR 2H B FEAK, T NLR 1 SUA W& TR &,
Logistic [BIH 4> #7827 « 138 = 300 48 b 35 02 £F W vF
MY REZEALA S R . NLR 4% H R AE$8 5 »
£ T2DM Je o 9f & 4E 9 & B k4% 4 HOEAE
FHES . T2DM Hi NLR 7K 34 £ 52 i f 28 50 40
R 5 SR LR, F BOL AR PEBIRE L 5 5 & W R 42
Dife &ML, w1 SUA A8 2 M0 RE i 2 v
I FE37 O FULAE BE 55 & A= 1) f5 B IR 0T, g A 98
B SUA T 23 42 1E B b J&] BBl 4 28 95 4% 1 &
A H R A A T A 22 ) BB KL i EAR L A
BRZEE . A5 9 AT T2DM H 3 T #h
Ty BE 25 L 191 5 22 B0 i 28 D TR TR A B At 2 4
B M BERR DI BEZ 14 . SUA REWE XTIl 45 7™ A4
Tl SRAE S - BE X I P 35 UL 40 e s s of 95 i i <5
N LY RERE T . 25 A AT 45 R AT e, SUA
A A RE SR A PTG RAS R 48 & FE AR 2F I 45 e 46 1
M S8BT s R %. Hik5 SUA Kbl i &
bR R B IK A K

25(OH) D3 it = 23 52 mi LA pf 4638 35 1 A
52 S5 240 R VR o 220 35 TR 1 A B R L i R 22
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A0 2B K A7 B S 3 T 5 R 26 2T A I 08 S P A
A, 25(OH) D3 6l = i 23 il 5 #1450 Ak 1 3 R I
B, 1T 2 B 8 I A M R 07 A e R s )
PR WAL 2D RE . DUERFSEIESE 3%
K K7 T i 23 W) 5 B AR p 22 4% e B 2 P36

I PR i 9% A BF 9238 1T T2DM £ W T # & 3 g
ZEHL A7 R B B 43 W Ty L DA B Il T 25 (OHD D3 |
NLR.SUA 7K [ 5% Wi , A< BfF 5% 388 2o ] o 44 3 A B
BT —E Mg 5. B AR IAFAE— 2 R
B R ABR A NE AT R R4 E R DA
AL A R P AT TS A T IR R — 2
B MR 58 70 S LI 45 AR

2% Lk . T2DM AW 7 #2925 0L 32 400
FHIR S 20 W Dy a8 L LA Kl v 25(OH) D3 .NLR,SUA
K1 5 ) L B A5 HE— 25T
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