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[ E] BN 25-F4EE % D,[25(0H)D,) /K5 HH2Winy 1 BB (TIDM) 84652 8 A BHUIR (ZnT8A) 1%
R, ik EEWIRA TIDM B3 32 4, 100 AR R I TR, XHERO7HBE BT IR R YORMIC AR S8 MU b AR LT 25
(OH)D; 7K ZnT8A HLAHIAN ; 34T LT 25(OH)D; K15 ZnT8A Filki B E R . SR . D5 IFE 4 AR M 25(0H)
D; K[ (69.4 + 9.2)nmol/L] b4, TIDM AV LT 25(0H)D; K[ (36.8 + 6.1)nmol/L] i E MK (P < 0.01) ; FE4EAZE D Ht=
AR, TIDM 1 8005 KU 4 I (OR = 3.16,95%C1:3.02~3.31) ; @R 25(OH) D; /K-F- it @ BRIy 3 20, 2520 s i b &
J& C IACEZEBIEAL(P < 0.05); 5484 % D R A i, 4B D 2 41 Zn8TA FHIEZRTIE (P < 0.05) ;BZnT8A MHEZR 5
25(0H)D; K FHAHSE (r = —1.036,P < 0.05) . Z5i : OTIDM B F I3 25(0H)D; /K FHAR, 44 D 5z B9 A BE TIDM 114 %
AR 5 5 ML 25(OH) Dy ZKF-H] BESZ A ZnT8A FHIER

[XEIA]  MIE 25(0H)D,; 1 BURERAG ; $F562 8 A Sk

[FhESZES] R587.1 [ XEkFRER] A [XEHE] 1007-4368(2013)10-1430-05
doi ; 10.7655/NYDXBNS20131021

The correlation study of serum 25-hydroxyvitamin D; and zinc transporter 8 antibodies in

newly diagnosed type 1 diabetes mellitus

Luo Na', Yang Tao’, Wang Zhixiao’?, Zhang Zhenwen', Wang Yan',Zhu Yan'*

("Department of Endocrinology ,Subei Hosipital ,Y angzhou 225000;?Department of Endocrinology,the First
Affiliated Hospital of NJMU , Nanjing 210029 ,China)

[Abstract] Obijective:To evaluate the association of 25-hydroxyvitamin D; [25 (OH)D,]and zinc transporter 8 antibodies(ZnT8A)
in newly diagnosed type 1 diabetes mellitus (T1DM). Methods: There were 32 newly diagnosed type 1 diabetes mellitus and 100
controls in this study. Clinical data were collected,biochemical parameters,serum 25(OH)D; levels and ZnT8A were detected ;the
relevance of serum 25 (OH)D; and ZnT8A were analyzed. Results: DSerum 25 (OH)D; level was significantly lower in TIDM than
that in the controls (P < 0.01). In the vitamin D deficiency group,the prevalence of TIDM was increased,risk odds ratio (OR =
3.16,95% confidence region;3.02~3.31).@From vitamin D sufficient group to vitamin D deficient group,fasting and postprandial C-
peptide level were gradually decreased (P < 0.05);the ZnT8A positive rate in vitamin D deficient group was higher than vitamin D
sufficient group (P < 0.05).3)The ZnT8A positive rate was negatively related with serum 25(OH)D; concentrations (r = —=1.036, P <
0.05). Conclusion; DThe serum 25(OH)D; level in TIDM was significantly lower than that in the controls. The T1DM patients are at
risk for vitamin D insufficiencies. @There was interaction between the serum 25(OH)D; concentration and ZnT8A.
[Key words] serum 25(OH)Ds;type 1 diabetes;zinc transporter 8 antibodies
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TIDM BRI OC, $em AMRNZEAZ D AR
BSWATHE S TIDM & WA M, 2007 4, Wenzlau
R IE 8 H S (ZnT8A ) J2& T1DM ) —
PR A BPUE, KA mR TS, F2RIAT B
Y, PRI ZnT8 A ASIN X W e 9 J Jik 5 I RE AR
FPEARIGTT T 90 B 40 M Sk A B S sl o 4t B
YA ATRE A . BRHFARNGEAER D 1
RAEE 1 BUBEIRG ZnT8 Y ¢ 22 16 [E N A & L 4R
B, AWHEn B TE TR EVL IR A9 &1
TIDM ABEHp4E4E R D k= 5 TIDM &% .ZnT8A
DI B AT RERI G RR

1 ®WHREFE

1.1 %

TI1DM 21 .32 ], R IEF195344 I AL AR R )
K TIDM B, Hp 5B 10 6], @22 #, 4Ei
(27.0 £ 13.8) % (7~38 %) , E&H FAE N B & HiAE 5%
FRAEFR HBE . IE 5 X HRAL . 100 1], Sl VR T e A
Hrr 55 59 i, Zc 41 ], 4F1#8 (62.9 £ 10.9) % (37~80
), I, BINREIEHR, 210 IR 24 i e 08
(OGTT) TESCHET & EH, —ACLL IO RIR S
o VBSOS A PRI IZ IR 1999 4F WHO #r
HE R AR TETT 0 B DU N, FH 5. 8] T 1 2% 5%
Z o HEBRAREE  AE AT 1S H S 4EE R D
HIZ5panfa it ZFdEA 2R BSR4 D G2
B DIResz s s ARG IR DI RE S & 5 VS5 | W
SR B I A A A B S B Al K
R B R
12 7%

1.2.1 —fIgtragn 2

A g B ARE, IR AL
(BMI) [ BMI={AH /B (kg/m?) |, 25 I8 I A 2 0
(FBG, #i % Wl AU AL 12 ) 5 SUIBEI RS (TC) | Hh =g
(TG) 1= %5 £ g 2 1 I [ B (HDL-C ) S PR %5 B A R
FI IR [E B (LDL-C ) A9 5 i H 37 7170 4= 3 a1k
A3 HTASCREIN 5 225 JE 0355 T &5 2R (FINS, i 5ids ) s ik
IMELEE 1 (HbA Le ) SR HH B 1 2840 m80RoR 2
1.22 444 D KFHm

4R R D Rl ISP 1,25- 2%
BYEE 2 D,[1,25(0H),D; R H A2+ E /B
1,25(0H),D; 19 1, , 8, AN3E EAE A S LR ZEA: R
D AKFFE R, 1 25-F24E4 K D,[25(0H) D, J7E ML
W S AR 8, R 2 S A2 A, 25(0H) D, 24
AR D FE MG ke Modw R EMAAAEIE R,

HZ B NET i/ NE B AN SRR N 1 1- 2B
MG N HAEMIE L 1,25(0H),D;, REFLEEH S bk
BEAANYEA R D AR SOl R b — i A
25(0OH)D; /KPR T 4 2 D BB TR .

AW FE R e WORH 8,38 20 22 25 (OH) D,
(A 7R Byt LC-10AT mRCHorH (B 430) s bR e A
1% [F Dr.Ehrensorfer 23 ), & & KT 99.5% , Kl 5
%5 HNAESE 5.6% , HIAIAE S 7.6%.
123 My 8 F3iptem

% H 25 [ Barbara Davis Center 355 % 2t i7F 1)
TS S BEUTIE ARG I ZnTSA | 25 1 1% S IR s it it
UK (TA2A) | 45 Z R A2 B HL AR (GADAD) , JF L)
ZnT8A 45%(=0.015 1A-2A $5%(=0.0065 .GAD65 $&
$=0.05 M, KA PR RPURSE G520
LT 4 SR B 2RO AG T JB 5 2R A B Bt dA (TAA) .
B Pk Bz BH P 5T 2 103 B John  Hutton 1 George
Eisenbarth Z{#% (Barbara Davis Center for Child-
hood Diabetes, UCHS, 3¢ [E ) 1%
13 s%itFsa

K SPSS13.0 ettt FEGE bRt AT
TESPERE IR G AR PR LR + ARifEzs (X =
)&, AL ER MGG TR bR DL b A8 % il 4
N o VT GORM A E] LR ST AR A Y o« K,
LA BT TR BRI 3R 07 22004 AR IE
SO GETHERR WECR FHAESBUGR: ;. THETR
6] LR IR IS, 2Rk 2 508 20 ol
H53 8 Bt 5 225045 LIAUI P<0.05 S22 %A 5t
T L, P (odds ratio, OR) K FHGAH HeAk s
ORIt BRIFSY ) LR, P<0.05 W2 A G240
X

2 5 R

2.1 —fRFA

1EH R BEZH K TIDM 2 18] b %, 4% I 3 45
(Ca) B (P) W4 e T ik R VCBCAN , 4 % (BMI,
FBG #5)5 2 h IfiL#%(PBG 2 h) .25(0H)D; S5 447 452
T (P < 0.05,5 1), I 25(0H)D; /K F-AE
TEH SRR R (69.4 + 9.2)nmol/L, 5 1FH % HRZH [t
B, TIDM A IMLTE 25 (OH)D; K- [(36.8 + 6.1)
nmol/L] B FF#L(P < 0.01),
2.2 WA FARIEER

TIDM #H ZnT8A .IA2A .GADAb #5 ) ZE 0 i 155
TXTHRZH (P < 0.001,%% 2) , TIDM 2H 32 45| [R] i A6
T ZnT8A JTA2A F1 GADAb3 Fldifk , Hirh Zn8AD FH
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0.001); 44K D Bz AREP 1 RO RS R
XU OR {E, %3 T1IDM 4H OR = 3.16,95%CI.:
3.02~3.31,4E4: 2% D Bk= ABE TIDM A9 HE 0 XU

Table 1 Comparsion of the general features (X +5)
papiicti:| T1DM 4
B F /%) 100(59/41) 32(10/22)
F (R 62.9 = 10.9 27.0 + 13.5*
BMI(kg/m?) 239+28 18.6 +3.7°
W45 1% (mmHg) 1252 + 15.1 110.0 + 13.8
#F 7K E (mmHg) 822 + 14.7 702 £ 5.1
FBG(mmol/L) 5205 13.8+7.7"
PBG(mmol/L) 62+12 17.2 + 8.2°
Ca(mmol/L) 22 +0.1 221+0.2
P(mmol/L) 1.1 £ 0.1 1.1 £ 0.1
25(0H)D;(nmol/L) 69.4 +9.2 368 +6.1""

s,

24 RF 25(0H)D; s E 6 3 40 % F— A%l R F#

168

HerE R D Bz @ ONINYE 25 (OH)D, K<
50 nmol/L, 4EA4EZK D AR SR IIYE 25(0OH)D; 7K
SEAE 50~75 nmol/L, 4EA:ZE D 78R E ML 25
(OH)D; 7K F->75 nmol /L, # T4 A TIDM B3
IM2% 25(OH) D, Y EAKFH4 TIDM & - i R

XML A, v P < 0.05,**P < 0.01,
PEZ 43.8% (14 1] ), TA2A FHPEZR 34.4% (11 ),
GADAD FHPER 46.9%(15 1),
23 AHRAAE 25(0H)D, 2 0y Bk %
AR DERZE [T 25 (OH)D; KF-< 50
nmol /L FEXT BEAL Ry 2 141 (2% ) , TIDM 2 12 5]
(37.5%), PR IR EZ SR AGITERE L (P =

®2 WABSMERAMEELE

Table 2 Comparison of autoantibody positive rates
between the two groups [n/n(%) ]

ASPiA  TIDM IEWXE P ORfH  95%CI

ZnT8A  14/32(43.8) 1/100(1.0) <0.001 1.685 1.556~1.792

IA2A 11/32(34.4) 0/100(0.0) <0.001 1.556 1.447~1.683
GADAb  15/32(46.9) 1/100(1.0) <0.001 1.598 1.440~1.769

D= 4R D ARG R D R, e
5 BENBUN 12,1010 4], 54843 D 72
s, dirE R D = S B R C oK
FAIK (P < 0.01),Zn8TA PHYERT b5 2R A ST
(P <0.05),IA2A .GADAb By BHYE SR {6 22
SLGI 2L (P > 0.05); 54E4F D AL
AR D S A B RIS C IOKEREIR (P <
0.05),Zn8TA .TA2A .GADAD I [H R & &  H2E 5
TG (P > 0.05,5£ 3).,
2.5 %A TIDM ZnT8A Ml % B & 547

DL ZnT8A JEA [HM AN Ar i Y (BHYE = 1, 11 =
0), LLAE W 501 .BMI HbAlc W46 FE 4T 7K F |
FBG .PBG.TG.TC HDL-C.LDL-C FCP.PCP.25(OH)D;
A AR (X1---X15) IV [FIH AR, 276 Logisitic

*3 A[E25(0H)D;iRER 3 HBE—MIGRFHELER
Table 3 Comparison of clinical data among different level of 25(OH)D,

HAER D =4 (n=12)

AHE D ALY (n=10) HAER D LA (n=10)

(%) 25.5+10.5
P (5 /%) 4/8
BMI 22.26 +2.97
HbAlc(%) 10.46 + 1.20
e & (mmHg) 121.7 + 23.1
&Pk (mmHg) 76.8 + 13.2
FBG (mmol/L) 128 +7.4
PBG (mmol/L) 17.8 £ 6.9
TG(mmol/L) 1.49 + 0.90
TC(mmol/L) 49 + 1.1
HDL-C (mmol/L) 1.2+04
LDL-C(mmol/L) 2.9 +0.8

FCP(pmol/L) 74.55(0.00~781.00)
PCP(pmol/L) 134.50(0.00~727.70)
ZnT8A FAMER [n(%) ] 7(58.3)
IA2A FHPEZR [n(%) ] 5(41.7)
GADADb M2 [n(%) ] 6(50.0)

25.8 £9.6 26.7 £ 8.9
3/7 371
22.59 +4.23 21.46 = 4.17
10.95 + 1.51 9.64 = 1.57
1195 £ 16.3 126.4 +22.9
745 +£9.0 79.5 £ 11.1
10157 9.6 +3.7
150 £ 6.5 143 +£5.9
1.38 £ 0.70 222 +2.10
44 +1.2 48 £ 1.4
1.1+£04 1.2+04
27+1.0 2.6 £ 1.1

110.06(0.00~722.70) *

193.00(0.00~1665.00) *

195.85(0.00~555.80)"
295.85(0.00~3349.50)"

4(40.0) 3(30.0)*
3(30.0) 3(30.0)
5(50.0) 4(40.0)

YA ZE D A RA LI, *P<0.05; 54E4 % D A4 AL, *P<0.01,
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A B RAERS K2 25 (OH)D; 525406 T1DM ZnT8A BH
PERIINZE . BRRAFIREIRE 25(0H)D; KPR
ZnT8A PR FE R (R ).,

Rz 4 B0E TIDM ZnTS8A FHIERM SR E L

Table 4 Correlation factors of the ZnT8A positive rate in
T1DM patients

AR EYEEYs PH
A -1.051 0.038
25(0H)D, -1.036 0.032

2.6 FREfi#F 25(0H)D; K-F5 TIDM % # ZnT8A
DRSPS

FZIME 25(0OH)D; /K43 A 2 D k=2 4k
HEREDANRYRMGEERD R, ERTARE L
A Logistic [FIHRAY 455K B 7R 5 IL7E 25(OH)D;
KRB, Zn8A FHYEZRZ WG K, H OR A3
A 1.502 1 1.864(F£ 5),

%5 25(0OH)D; KL TIDM E# ZnTS8A M E X R
Table 5 Relationship between 25 (OH)D; concentration
and the positive ZnT8A detection rate in T1IDM

patients
PlE OR A 95%C1
AR D LA - 1.000 -
HAEZEDAEH 0.026 1.502 1.113~1.990
AR D= A 0.019 1.864 1.076~3.230

KI5

T1DM [ &AL AR 76 e IR, H S5 fER s
HEAK, FIIRUERE TIDM MRNEFIEAED,
MPEFE R 2 P 3 it -, R T B S IR b fil &
HZ A EAE A ek A= TIDMIS . ARAF5E & BTG
25(0H)D; /K V-5 TIDM [N 44 2 D =
A[REJE TIDM Mfi IR R 2 —, 4824ER D fEH
FOPE RGN 2R M2 PR SR 4 (APCs),
ALFERS SR AN ML (DCs ) | BT T 20 g, 3 4
Y R R IX A AR D Z K (VDR) T,
RN EHUAR G ZE R B IR Bh A, FEIE R
B AT AT A R SR 20 i 2Rk v K
S B % B 437 (CD40 . CD8O .CD86 45) , I 43
WRERY TL-12, S0 T A, AL
1,25(0H),D; AEREHMTH] DCs B4 TL-12 £ 5, M BH 11
THO Ziiffls346A Th il B2k 1,25(0H),D; AT LA
] p35 Fl pas B AL S IE A, ffF p35 Al pas
PIANREARAS TL-12 A ERA T SRARIMIFSE 2RI
1,25(0H),D, B DCs BRI Z1E , il DCs 2

RT3z =0 R4 i) CD40, CD80,CD86 55
FCHR A T TL-12 A /b TL-10 AR 2 | 3%
MR DCs [ IETNREATEER, NREA RIS T 4
HaBET 0 1,25(0H),Ds AMGE T TES: DCs BY“Ti 5232
R TR T 403G 5, Th 40 M A= s 2>,
Y1 i S BE N B 55, T LIS AT B0 T 20 T2
Fly THEER (IFN-y) 2B 1, FALH 4350k . 1,25(0H)
2Ds-VDR B &Y i 98 1L-2 JE KRS 3h 7oK o B i i&
16 T A MIAZ R T (NF-AT) &5 5 o 55, i NF-AT A
e S5z A EE A, BT NF-AT (42 IL-2 % 5
YEI®,1,25(0H),D:-VDR B &5 ¥1ERT TFN-y Ji
BIX 1Y VDRE, B R FEH IFN-y e . B
T CD4Thl 4G THTVERIZ A, 4E24E 3R D iR
PR — R AR T 4 (COCRRIIE] T 4, 2
H CD4CD25 KAL) 1 1,25 (OH),D; 5 MMF
(mycophenolate, —FPIEREMEANH] T B 43458 1)
FBEMHR) &R/ NEUA N LE CD4*CD25*
PET T 4, A M 5 G e I D) RE AR5
/N B 5 R A SRS AR I HE R BV, Gregori 451
EH I ICHR 45T NOD [ 1,25(0H),D; 251
YA T AT LR TL-12 A9 4 B BEAR Thi
A BRI B CD4*CD25 AR P T 40, H it
VR TR RAE ISR | BUBE IR R AL
Bif s T 4= D AR —Fh e i 5 7 7 1 BpE
FRIp H ) R TS

]I A2 % R, 7E R DO AT, I3 25—
FAEAZ DK SRS IR R O C, HRT3HZIA
R EAEAFR D AL E S B AT REN R
B 4 - f#4F VDR, 4eA:3 D v LIl o I/ 45 B 5
B AHMIN Y VDR DL SRR ZH 2 i VD MM Y 45
ZiaHEH (DBP) {2k B 4l & UMb 2R
1,25(0H),D; {1 i[5 5% 28 531 A AL A 2 (e 40 i P4 11
B 8 B T v 1 S 3R A — A B AR ) 2o
2, BT LS Y A EAE 2 m 3] @ 20 A I DT RE

AN, TG 25(0H)D; K AR5 ZnT8A i
ARG K, ULRH ZnT8 i BE AT BEAZ 1T 25(OH)D; 7K
S ARSI, TEAEAE R D B B, ZnT8A [H
PERIBETCHEA: K D = 5 . ZnT8A W H L5
HIEEALA X, VDR EEAETHE-E AR
GEATT WK AHA, 7E B R CL4M FI 2 B VDR, ik
HEHEZ D AT O RE R G R R 1R R B AR A A
PEMAR A S, B ATEE S I0TE 25(OH)D; /K-
R B KT BsF fish 3 BRI 7T 52 M AV B2, 5]
ik AR AR AT RE S5 44 D Bz i, X2
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AR G e S A 5 A R 1 AR s s S R CD4
CD25*Tr i IVE A G G, IR R ERAF
AT THE— DA IEIESE

25 FFTR 1,25 (OH),Ds 75 1 RO FRE I &%
RS AR 4EAE R D = XS B2
JI D) B8 2338 BRI B RZ MR, XEAS [R] () B 45 T AR L
FIEER4EAEZR D #hge, AT LUS AT BRI D S F 171 T 52
Mol , X TR AR D R A RELRY? TIDM &Y
JE B ThRE , BRI B LRI AR D Bik=
FEE R AR A BB IR AR 3R D IRYT (S A
F D B B #b 5T A A [R] 1 R RICR LA S 4
AR D BRI A0 e AR AR R T E AR LB T Y
R
[&% 30k ]
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