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Analysis of factors affecting nerve conduction velocity of asymptomatic diabetic peripheral neuropathy SONG
Huanhuan ,YANG Zan ,ZHOU Jianguo ,et al. ( Department of EEG Diagnosis , Nanjing University of Chinese Medicine Affilia-
ted Lianyungang Hospital , Lianyungang 222004 , China )

Abstract: Objective To investigate the factors affect the changes of nerve conduction velocity (NCV) in asympto-
malic diabetic peripheral neuropathy ( ADPN) ,so as to provide evidence for early intervention of peripheral neuropathy.
Methods A total of 79 patients with type 2 diabetes mellitus without symptoms of peripheral nerve damage from December
2016 to March 2018 were examined by NCV. The patients were divided into normal NCV group and abnormal NCV group.
The general clinical data and biochemical indexes of the two groups were compared and analyzed to find out the related risk
factors of ADPN. Results There were 34 cases of abnormal NCV out of 79 patients with type 2 diabetes mellitus without
symptoms of peripheral nerve damage. There were significant differences in age, course of disease,waist circumference , body
mass index ( BMI) ,fasting blood glucose, glycosylated hemoglobin and random blood glucose between the two groups (P <
0.05). Logistic regression analysis showed that the abnormal rate of NCV was related to the course of disease, BMI and
HbAlc. Conclusion NCV detection is an important index for the diagnosis of ADPN. Stable and effective control of blood
glucose and strengthening the regulation of BMI are effective methods to reduce and delay the incidence of ADPN.
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F1 NCVIEEHASENCV REAEHHAZLLRER

B NI fiE a2
i [
MNCV (m/s) CMAP(mv) MNCV(m/s) CMAP(mv) MNCV(m/s) CMAP(mv)
NCV IE® 4 (n=45) 55.68+3.97 13.91 +4.24 54.45 £3.04 12.35 £3.07 46.96 +4.11 9.05 £3.34
NCV R#4H(n=34) 51.21+5.12* 13.97 +4.20 51.02+7.33" 11.84 +2.34 43.19 +4.93* 6.36 +4.13*
t{H -4.367 0.068 -3.249 0.835 -3.700 -3.195
P1HE <0.001 0.946 0.406 <0.001 0.002
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SNCV(m/s) SNAP(mv) SNCV(m/s) SNAP(mv) SNCV(m/s) SNAP(mv)
NCV IE% 4 (n=45) 53.79 £4.60 12.61 +7.72 51.90 £4.13 8.84 +2.86 53.48 +4.38 9.55+5.49
NCV 5244 (n=34) 46.68 +7.28* 8.32£4.73* 47.77 £7.01 * 5.30+2.28* 43.81 £5.29°* 7.68 +4.32
t{H -5.304 -2.852 -3.268 -5.910 -8.868 -1.639
P1E <0.001 0.006 0.002 <0.001 <0.001 0.105
5 NCV IEH A HE « P<0.05, &S A58 X
#z3 NCVIEEASNCV REH—RIEREBRILEER
21 57 PEHI(F/M) FI (L) e (m) W s (A /78) I (A /)
NCV IE# 4 14/31 50.04 +12.38 20.84 +19.33 10/35 12/33
NCV FH 4 7/21 57.68 +13.09 30.94 £19.39 10/24 9/25
1/ 8 1.099 -2.646 -2.295 -0.529 0. 001
P 0.295 0.010 0.024 0.467 0.977
24 51 R (em) BMI(kg/m?) FBG( mmol/L.) HbAlc(% ) BEAL M4 ( mmol /L)
NCV IE#4H 92.48 £9.78 26.44 £2.42 7.90 £2.09 8.28 +1.76 10.20 £4.00
NCV S## 4, 97.76 £10.89 * 29.84 £3.50* 9.22 +3.06" 10.14 +12.44 " 13.63 +6.48*
t/F -2.259 -5.078 -2.282 -3.937 -2.891
P{E 0.027 <0.001 0.025 <0.001 0.005
2H 51 SBP(mmHg) DBP( mmHg) TC( mmol/L) TG ( mmol/L) LDL-C( mmol/L)
NCV 1F#r4l 131.53 £20.50 81.31 +13.449 4.89+1.08 1.96 £0.93 2.82+0.23
NCV S 4H 131.64 +17.35 83.67 +10.65 4.85+1.05 2.44 £1.33 2.66 £0.78
t/F {4 -0.026 -0.842 0.186 -1.882 0.856
P1{H 0.979 0.402 0.853 0. 064 0.395
5 NCV IER 44 « P<0.05, AEFAHGITFHEX
R4 T Logistic A3 HTER
I AL B S.E. Wald Sig. Exp(B) EXP(B) % 95% CI
R (L) 0.026 0.025 1.053 0.305 1.026 0.977 ~1.077
JEFE(m) 0.04 0.017 5.688 0.017 1.04 1.007 ~1.075
JEEFE (em) -0.072 0.048 2.249 0.134 0.93 0.846 ~1.022
BMI(kg/m?) 0.613 0.178 11.809 0.001 1.847 1.302 ~2.620
FBG ( mmol/L) 0.004 0.127 0.001 0.976 1.004 0.782 ~1.289
HbAlc(% ) 0.435 0.184 5.596 0.018 1.545 1.077 ~2.216
FEHL I8 ( mmol/L) 0.021 0.076 0.076 0.782 1.021 0.880 ~1.185
R -17.473 4.781 13.354 0.000 0.000




- 738 -

3 3t i

DPN J& DM it 28555 4% o f ok 5 L B9 28 8, |y 1
LI AR IR B AR R 2 #E , H AT PE e, = 5
M B AR R . HAT, XE T DPN G Iy vk
L Horp NCV A 3222 F T J&] B 4 2838 v (32 5
2 BRI, 212 W DPN (19 & brue” ™, 1E
4] DPN B oA L B0 07 ] R b 26 460 5 %) I DR
AR I, AT R B NCV Kl ), T
DPN g — L BRI ARE RO AIE | H il 22 488 3 0
MELIPRSE . Fr L L NCV A8l AR F 5 % 8 ADPN
FEor AT Hsg i 2R i R E B8 LI SR IR B TR Y7
it , T b TR FIAESE ADPN A9 & 4=

Hi, DPN 1Y & A= AL i 2 s e [/ 2 5 iy
SB PG E RN IS & B B £ onREE
PRI IO BF B A T B ot L B SR 5T . AR BIESE
AT NCV B3 20 5 NCV IF % 20 5 5 1 — e e
I A AL 38 B & B AF L AR L B [l BMIL FBG |
HbAlc FEHL I BE A G122 22 5, A B & 7s J 72
BMI HbAlc 2 5% ADPN ' NCV S48 gl 57 15 [
P2, FBG BEALIMAE  HbAlc /K 714 5 14 80 B 3 b
TR BRIRAS , BRAEAF 5T 7R 1IE 52 =5 1004 2 DPN () 5 22
fER RN X SARRMBIGE ADPN B9 16 K R 2% 45
HALF o MU I AL F B RR S , bl 2 27 4 & A ik
APEELBIRGE, S B B BE RS, M2 NCV &
M, FBG BEHLILAE  HbALc 75 W41 L&A 4E
225 (H 245 HbAlLc j2 ADPN A7 fE B A 2%,
Sy BB AT BE Jg - FBG Ko [ ML I W 2 Sz e — /4 s i)
SLBY IR, 10 HbAle 28R MMLAARAE 3 A~ H N I
B, ] () S WL S 8 ~ 12 w PN I W 1 ] 45
HESE 1, HbALe S 10 P 40288 H 5 A% 45 5 1Y
FEy AT DU A Y 1 S, HbALe (3 in &7
HAMMBA L SRR 2 30 o BT UE R K
A RO EOV RS 093 U , A BEAE &M 2 19 B4

BEAEmFSE " B DPN 75 DMUGFE >5 v 1% 2k
R AR EUR R <60 > H 1y T2DM & 1)}
SRAS TR 2 & A= ADPN (9 h ~7 f I PR 25, Bt 2
FEAYLER  NCV A0 i 28 S50 Bl b = 3. 0 #r
TR Ay« I 2 s R 114 A K IR 4 ) %) o 5 R, 32
SR TR T AEBERE AN R, B) B 40 i T AE

J Apoplexy and Nervous Diseases, August 2019, Vol 36, No. 8

PEATHERL R, ] i i o B 2 D BT B, AR

A B 7 AR O RRE 4 R RE M R

TN AT R IEE DM R K, 24

TERCE FALA — o TR 0D, LR Bh 2 40 3 ) e

JEA BT IneE  # ik — 20 & i DPN, 3% 5 A0 58 £ 4l

B, ARPFEEIRAL B R MEE 5 BMI S R 5

YA G2 X, H BMI A, fGR R &

25 b v ik, X J0 SR Bl 245 R T2DM 3
V2 W NCV K, 0 2 & B AFAE ADPN, Syl R
WIS R AR IR . W B 1k ADPN [ & 4=, i
PRAFAR I IATAS , LR IBGE Wl 9 A2 1% 07 50, il i
PR I 5 B AR ) BMI (R, AR I 58 191
8D, HARBEE R NCV K 59 1Y 8858 A2 A R Y7
JFH NCV 232 A i Tk — L BEDT I

[ &% 3k ]

[T, Rl E R, 55 WiiLA IR 2 B R £ % DPN
i A K ARG A B K 2R 4 BT [T, o U 8 50 44 05, 2017, 34
(11).973-976.

[2] i1, Bl . v 2 BUBE RN BT IR H8 rE (2017 4 JR) 2 %5 10
[J]. el PR 2 35 ,2018,10(1) :2-3.

[3IBEFHE, £ L AERUFL. Mt S B X WE b 41 Rl #h 220 72 1)
RHIZW I ELT]. BExfEf 2475 ,2011,10(3) :215-217.

(4R VPR, T 32, 55 P 208 AT 2 B 1 B AR
g )L o] L 2855 72 1) SRR [ T ] b AR PR 2R 75, 2018, 10
(11) .718-723.

[5] Petropoulos IN, Georgios P, Adnan K, et al. Diagnosing diabetic neu-
ropathy : something old, something new [ J ]. Diabetes & Metabolism
Journal ,2018 ,42(4) :255-269.

(681 ¥, 5 W% A0SV H/REES o S BR T T00ME PR ) i+ 2800
BRI T] . T E S22 W% ,2019,23(1) :57-59.

[7]Ahmad T, Ulhaq I, Mawani M, et al. Microalbumin-uria in Type-2 dia-
betes mellitus ;the tip of iceberg of diabetic complications[ J]. Pak J
Med Sci,2017,33(3) :519-523.

(814 i, Wrifcles, 80 J7, 55, 2 BUME IR R 1Y TOREIR =] [ b 48
PR R F ARG R LT ] h i R #2222, 2015,
3.310-315.

(9] N H, HHSE. C BRBT RV 25 2 AUME PR s il 28905 728 (1 R G4
WFoE[T]. EERERIR %54 ,2018,39(1) :133-137.

[10]Zhang Y,Jiang Y,Shen X, et al. Can both normal and mildly abnor-

mal albuminuria and glomerular filtra-tion rate be a danger signal for

diabetic peripheral neu-ropathy in type 2 diabetes mellitus[ J]. Neu-

rol Sei,2017,38(8) :1381-1390.



