P EFAFLE2I8F 11 AF 46 55 6 4 567

DOLI: 10. 15972/j. enki. 43-1509/1. 2018. 06. 002 - b F SN E R R A -

IS TR AE R D 9 e AUDE KA T2 i g ik B e A
e 1 o B

=RR, EHREET
(L7 ARSI E E s WA LR ST 212001)

IPB S hFRAEEL IR RFRBERS ARSI R, LA IR, s AA 5]
FEEPLTFTCAETREREFHLP M BRAKAFALAAFRFTER, PAME |
MRS L E R AR RS QFE S RAER, PR ENEChFEHAEELERLER, b L
B REOS L ERAFFER, CAE P OESSFAME AL S RAL HE HEK ¢
AT ZHBEBIAF IR T HFEHFEAFTRA I HFEFFEFAL T H “169 TR F R {
HAE KA BRI S R b BHHFRA, NFAIRBAAACH o5 6 AR 16 5, BAT |
BT RGLE, A EHARAALALBHLERA 2 A LA EARAL@HLERRD 157 L ¢
, FHEEHERD 2 ABAAE BRI T R, AE—H/ BN EE XL AL 042G, 55 |
D BBEE U M4 A, B 2 HREA T AN 1T, RAK TR 2R, GRS AT £ L
AEB A 2~3 4,

W OE. ARDARSHT MY RIS — BN, DA BTIESE AR R TR R BER A5 4
S RAZ A9 AL B AT & AL IR RN LA SR A % PR T B Bk BE 3 145 AL 69 BLARAE R de AT, BLAT 69 BT ST b K )
B, AR EIEILIR 2015 4 10 A ~2018 <F | A A KFBATH ks R BT Red & &2 40 6] ARBEA L4530 2 &
X5 ARSI (4575 <4 mol/mg,n=20) A G (F5E F>4 mol/mg,n=20), RIA—RFBEFEE HF
AW FRH ARG B G FOM ERE T REST T, AN AL E G AR R 45 RN
KF& TSI, Pearson X 547 2R K EKF 53R N5 EF ZEHMX(r=0.772 9,P<0.01) , ROC #
KB THE T @A 0.894(95% C1:0.788~0.999,P<0.01) , X 22k F 32 7 & F7 /13K F 15 48 F I 30 Bk BE 3k 1 45
Ao g BB A EAR K F RT3 R R AR B 53 M ASAL A — 2 69 TR 8

KEER., ARAE;, BARRE; B, BERASIL; SIRBARL

hE 5K S R4 SCERFRIRAS ;A

Analysis of the role of matrix vesicles in calcification of anterior tibial
artery plaque in patients with diabetic foot amputation
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Abstract:  Matrix vesicle is a membranous structure secreted by various mineral-forming cells. Studies have
confirmed that matrix vesicles are the starting sites for the nucleation of amorphous calcium phosphate crystals. But the spe-

cific role of matrix vesicles in calcification of anterior tibial artery plaque in patients with diabetic foot amputation has not
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yet been fully elucidated. Forty patients with diabetic foot amputation were enrolled from October 2015 to January 2018. The

patients were divided into a low calcification group ( calcium quantification <4 mol/mg, n=20) and a high calcification

group ( calcium quantitation >4 mol/mg, n=20) according to calcium quantification. A series of morphological staining,

molecular biology techniques and statistical analysis were performed. The results showed that the expression of matrix vesicle

marker protein increased with the increase of calcium content. The level of matrix vesicles in the high calcification group

was higher than that in the low calcification group. Pearson correlation analysis showed that the level of matrix vesicles was

positively correlated with the calcium content in the anterior tibial artery plaque (r=0.772 9, P<0.01). ROC curve showed
an area under the curve of 0.894 (95% CI; 0.788-0.999, P<0.01). These results showed that the level of matrix vesicles is

positively correlated with the progression of calcification in diabetic arterial plaques, and its level has certain predictive val-

ue for different degrees of plaque calcification.
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