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B 2014 4F 9 A Z 2015 4 9 A TRHMKREE - WBEBIZET R PTC BE#A 358 FIfEREH , [E i ERR AR 290 BifE R IE
WX R I (Y 25-(OH) D, 28 M M | 25 R 5 K7 AR PTC B 4147 B &I RAF B[] V60OE (BRAFY™™) ik
B, RS A ¢ K38 | Logistic B1H43 47 B Pearson ABX M A TEAR S 047 . &R . OPTC 4 S51FE# N M4 bk . 25—
(OH)D; 7K AR (P=0.000) , B 5 B HEHLFE B (insulin resistance index, IRT)EE; (P=0.000) , @PTC £ [A] L4 . A kO G5 # 1
17 25-(0H)D; 7K K F B4R E T Ik B 4553 & (P=0.000 .P=0.002) , & BRAF® SAFE i 175 25—-(OH)D, K R FFE
BRAFY®E G875 (P=0.000) ; IRT 7F PTC A ik 455575 5 BRAFY: 22748 # 55 B (P=0.000) ; PTC H3# 25-(0H)D, /K¥ 5 IRI &
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Correlation of 25-hydroxy vitaminD3 and insulin resistance

with papillary thyroid carcinoma
Jiang Yanyan ,Zhang Huijuan
(Department of Endocrinology and Metabolism ,the First Affiliated Hospital of Zhengzhou University)

[ Abstact)Objective : To investigate the correlation of 25-hydroxyvitaminD; and insulin resistance with papillary thyroid carcinoma
(PTC). Methods ; Totally 358 patients diagnosed with PTC from September 2014 to September 2015 in the First Affiliated Hospital of
Zhengzhou University were randomly selected and taken as observation group and 290 healthy volunteers as control group. The 25—
hydoxy vitaminD;,fasting blood glucose,fasting insulin of all the members were detected and the expression of BRAFY™® in PTC was
explored. Independent—sample ¢ test,Pearson correlation analysis and logistic regression analysis were used. Results ; (DSignificant
lower 25-hydoxy vitaminD; concentration(P=0.000) and higher insulin resistance index(IRI) were found in the PTC group(P=0.000).
@A significant decrease in 25-hydoxy vitaminD; concentration , age (P=0.000,P=0.002) and increase in IRI(P=0.000) were found in
patients with lymph node metastasis or BRAFY®;25-hydoxy vitaminD; concentration had no relation with IRI in patients with PTC.
®Binary logistic regression analysis showed high insulin resistance and female were risk factors for PTC,while high 25-hydoxy vita—
minD; was protective factor. Conclusion ; High 25-hydoxy vitaminD; may be a protective factor for PTC. Improving the insulin sensi—
tivity may help prevent the occurrence and development of PTC. .
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FTC) . #84£J% (medullary thyroid carcinoma, MTC ) il
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iR B BT 63 000 ], T 2009 4E(UHTIE 37 20041,
HAT PTC M EBIRIT T AT ARIER, XA N
T BE Rt Ly 2s a0, [Ra R E AR G I
B AE A £ AR VE R E T I, Bl 55K PTC
BRI fak EZ AT B3 U N EE,
BiEEMIREEN PTC WELE LR SHAEE D Gt
T BERRMPE UMK, BENINE XL T ER
WrFE R A5 B K% PTC 5 BRAFY™® 25-
(OH)D,. BE 15 Z P18 5 (insulin resistance index,
IRD) 25115 RIS AR HEATER B 40T AR SR PTC KA K
B mEE,

| RS

1.1 AR

FEHLIEHK 2014 4F 9 A &= 2015 4 9 H FTHM K¥EH—
Fi R B AT IR IR U B R B8 SRR 0 128k PTC W&
#H 358 BiTE AN MEEA i 18~75 %, F1(44.02 £ 11.79)
%, 3B 80 i, % 278 B Hh A MREEHEE 90 6], Tk E
iR 268 B, FIERHE R E 290 BIE R IEH R
WA AERY 18~75 B, F 15 (43.92 + 13.98) % , B 100 ], &
190 B, HEBRFEDR T EIIRER ¥\ HORFARIVEER# L
FIR P B i B ARIB A0 Z5 9 B AR B T Th R T AR E |
WEPRIR RS B BREA CRATE & AL E ) A R G
BB B BtERg,
12 HRF %k
1.2.1 I¥E 25-(OH)D, B IRIFIZE FrA g & ks
ARAEREE>12 h, WA HAH AT 7600-020 £ H 34
A3 B ASURS 0 2 B KR 5 7 BB R 2 B cobased 11 42 H 3%

AT, B R G RE A M 25-(OH)D,
(IEHE>18 ng/mL) JHSHaR R E = MBS R (EHLE
25~7.1 wUmL), IRI (93158 : HOMA-IR=FPG (mmol/L) x Fins
(mm/L)/22.5,
122 EEETHN (ENERETEEAYEARER
FRASFIIRAE) M PTC 4 R 3R 2 47 R R B A 7 fieh 88 4
HI XA I REA  3E/T DNA YR BUR 440, F 4R R3]
YIXT RIS T 54T PCR ¥ 1, #5177 BRAF 2 V60OE {4
AHIZEAS (B 1799T>A )G,
1.3 %Gitgam

S BRI SPSS 17.0 Giit b kb7 db 28, 1 B
FERHLUSE + R (x5 ) TR, BARBITZEFFHRR,
PR LR ¢ T8 3 PTC AR AR R AT T logistic
EE 434, RJHZ A RIS logistic BIH AR, ZEBIA
KHERE S 0.05, HIBUKHEL E R 0.10, I3 25-(0H)D, JKF
5 IRI By AR ¥ R ] Pearson M1 M0, BB KA a=
0.05,

21 PIC 4k E¥st@aE

2 HAERH LR ER RS T2 E X (¢=-0.090,P=0.928) ;
PTC 4 IfL7E 25—-(OH)D; 7K FHIE# % F4H 25-(0OH)D; K
1% (1=7.73,P=0.000) ,PTC #H IRI % IF % X} B 40 55 (1=—4.33,
P=0.000)(%£ 1),
2.2 PTC#ALE
221 FEAKEBSEEBELE AMEEHBEDLE 25-
(OR)D, KW BIRF M EFEEBZ W IE 25-(0H)D3
7K (¢=-5.750,P=0.000) ; B IR B 5 B & WL ER TS
RT LM E B E (1=-3.190, P=0.002) ; A ik D 45 51 3
IRT BTk B AR A8 5 (1=7.900, P=0.000) (£ 2),

#1 PTCASEHRAEMRER (xxs)
Tab.1 Comparison between normal and PTC(x £s )

25 Bk HH(Bi) (%) 25~(OH)D3(ng/mL) IRI
IEHEH 290 100/190 439+ 14.0 19.10 + 5.66 0.965 +0.187
PTC4H 358 80/278 44.0+11.8 15.80 + 5.00 1.030 + 0.220

tfE - - ~0.090 7.730 -4.330

P - - 0.928 0.000 0.000

R2 PTCELRMKELERHBELLE (x+5)
Tab.2 Comparison between PTC with and without lymph node metastasis( x +s )

A5 il BB ) ERR (%) 25-(OH)D;(ng/mL) IRI
PTCHMELEHER 90 24/66 404 +13.0 13.30 = 4.68 1.180 £ 0.191
PTCTW B 4554 268 56/212 452+ 111 16.70 + 4.82 0.985 + 0.207

¢t 18 - - -3.190 -5.750 7.900

P - - 0.002 0.000 0.000
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X3 PTCHXBRAF EERTABELLR (x+5)
Tab.3 Comparison between PTC with and without BRAF genetic mutation{x s )

A5 BI% HR(B i) FER(F) 25-(OH)Ds(ng/mL) IRI
PTCH BRAF ERF %48 300 67/233 438112 1530+ 4.91 1.080 + 0.196
PTC & BRAF EF &4 58 13/45 450 14.6 18.60 + 4.52 0.809 + 0.199
t {8 - - -0.589 -4.740 9.520
P{H - - 0.558 0.000 0.000
£ 4 PTC ®IgEE T logistic 947 (x x5 )
Tab.4 Binary logistic analysis of the influence factors of PTC(x £ s )
HE B Sk Waldy? i P OR 95%CI
PR 0.518 0.187 7.670 0.006 1.679 1.160 ~ 2.420
FR(S) 0.003 0.006 0.289 0.591 1.003 0.991 ~ 1.020
IRI 1.360 0.413 10.900 0.001 3.907 1.740 ~ 8.790
25— ( OH ) Dy(ng/mL) -0.106 0.017 41.000 0.000 0.899 0.871 ~0.929
g 0.170 0.616 0.076 0.783 1.180 -

TSR

222 AT BRAF*® RAFE AT 4 BRAFY™® 53534 1
25-(OH)D; K1 T 5 BRAFYE 52745 3 1f) 7§ 25-(OH)D,
IR (1=-4.740,P=0.000) ;2 HRAIF LB R G E X
(¢=—0.589,P=0.558) ; /i BRAFVF 8753 TRI % JC BRAFY®
A F B (1=9.520, P=0.000) (% 3),
2.2.3 I¥E 25-(0H)D, 7K F5 IRI BAERHE43HT  Pearson
MRS R r=—0.222, P=0.000, 378 IfL i 25-(0H)D, 7K
S5 RT 25X,
23 PIC ®-aB & 454

BRI R URE N PTC FHEAR MR 8 IR,
25-(0H)D; A BAE, #1470 logistic [T 4347, 851 FKHH .
PESI(Z k) IRI & PTC MfERE %, 25-(0H)D, AHAEYH
H(FEHD.

3 3 g

AL 25-(OH)D, B4E4: R D M FEE
W, RFIRRLEAEE D BI85 KT, TERpYE
%R DKRTS52805 BRI, BS50&
R B 88 SN K 40 B Y A AL FI3E BE . DavisF
2008 ‘FHIG I PR R A kKR s SHRER
D K EACHE =¥ 25-(0H)D; X 1,25-(0H),D, 4
& D ZIREYIHR,

XTHEE D5 PTC XA, HRTE NAMIR
P8/b . Roskies ZUT 2012 ER AR D B
2xfi FUR IR BAR I AN, AT & B PTC B8 [E
H1 25-(OH) D, /K- B BAK T 1E % % B4 | &7 (1%
25-(OH)D, ATRE 5 PTC WA LR —~EX R H—5

PR, AMELEHER PIC B & miE T 25-
(OH)D, /KPR BAR F LM B EHBE , L 25—
(OH)D; A AT e A M PTC K L5546 B mI1EH,
X5 H A B TR S5 T B R S A
R TR BT IT A R — BT, X TR PTC &
EREES REMEERR B M A7ESR I, A
RERER PTC BFH ZAEMNEEHREFBREOR
REFEBRE/N, AT FEOAHERBEREES
REMOEER, HFEL PO REARNIRK
WroEk—2PEsE,

JR B R RS S IE N EE A AT, 2
I LR EE e AR, B A RS S 1E AR
N, FEHDIR IR BB SR B 2 3 09, RezzOnicoZF M
AR I 5 T E AR AR OIR AR b R 40 B Y oA T
A B A A BH B 3 R B 255 L HUIR B e T2 A
Gursoy! M TA Sy Ji 5 R BT AT 38 i 434k 220 F IR B
MR , AFSTIERIER B R AR BEHVIRAR | B 40 M 7R
FBE T R it IGF-1 AR, ARFFTR
FRE AR (HOMA )& IRI(HOMA-IR) ,
L5 R I PTC B3 IRI BE = TERXIRA X5
BRAER SR 45 RO A B RIS PTC AR
KB, FINTTHEEHEER PTC £3# IR B BA%
FHMKBLEHBEE  REEEIRT A NS SE PTC
() & A FEHS PTC BB RHEBA %,

AR A 30 22 4 S A 9 2 F A (mitrogen—
activated protein kinase , MAPK )i % #3765 PTC
1 & A R R YRR, T BRAF £ 248 AT
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D3| MAPK 15 538 B RB0E | 10 T iiEfE 6 40 i
405455, 38 PTC WIE I, BRAF #H, 2
RAF ZRERFHERG , & 18 MIMNEF, wigH 783 4
SEFRH RS, T B2 94 kD 1 BRAF i, 4%
Fit IR R P BRATF 2 H 8 U % 4 F PTC AN
PTC R HIAR I, 56 15 Sh B T BRI 5
N 27 (T1799A) &5 BRAF HEH AR 90% LA
|+, 27 SEEE 600 A7 FRSF X FIBIEIR (Val ) B
BE (Glu) B L ED BRAF™E  JEARZ AUSHA K 7E
PTC " BRAF H:[R 275 55 g & 4 IRtk M2
KRGS EE RS B IEAESC T 5 AR AR R K
TCEA B AR  ABFFEARYE PTC B4 TG BRAF 2K
AR 2 A AT AR M5 . 25-(0H) D, IRI
RIZEIE] L3, 5 R R PR 2 22 TR 4E I8 MBI 2 R G
SR, X 5 ARG AR RS R—3, Rt
AT E UK BRAF ZH 525-(0H) D, IRI il iR
FEFRGEE TR K 2 21/ 25-(0OH)D, IRT A
Bit# R R 25-(0H)D;, S Rk 5
BRAF BEFERAH —EXE,

T logistic [MIHA AT 8BRS BT
PTC KGR R ,25-(OH) Ds A HARF IR Fitsit
— B HEW ¥ 25-(OH)D, B BB fE S PTC
FIPE S KB SR AR A X,

AFFFTFEN PTC KIRFEB L Z N 1:3.48,
EAHERMERZR, B TIT logistic BIT4 1A
Rt PTC WK R R, X5 DA Ui E —
e, PFRAEARE E R E =R
e, 3 MR Z 4K o (estrogen receptor a,ERa),
MEB R ZAK B(estrogen receptor B,ERB), M G FHHFH
BEZiE 30(G—protein—coupled receptor 30,GPR30),
M Z 4K ERa ERB 5 M —F2(17B—estradiol ,E2) %%
B IETE R E M R IR ARG 5 MR SO R 45
BWOR LR N M R AR B2 K GPR30 5
E2 454 J5 o7 LASKTG 28 15 B R B MR B -1 n B8 AR
T, E2 AT/ oA BN T4 FEDIR AR _E R A A
MK R HERE XS PTC EEL R A A K,

25 LETiR ,25—-(OH) D, B2 FIE S RIKPLAT 6B
¥E PTC MR A ERMBUS FREEZ/ER, itk
W, RE ] LB A e A R D SR Kss
JiE B BRI E LR PTC BREHFhEH
BiE.
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