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[ ABSTRACT ] Aim To investigate the change of plasma growth arrest-specific gene 6 (Gas6) level and the rela-
tionship of plasma Gas6 level to high sensitivity C-reactive protein (hs-CRP), visfatin, the pulse wave velocity (PWV)
and the ankle brachial index ( ABI) in the patients with different glucose metabolic status. Methods Plasma Gas6
and visfatin level were assayed by enzyme-linked immunosorbent assay in type 2 diabetic patients with lower extremity artery
diseases (T2DM-LEAD) , type 2 diabetic patients (T2DM) , patients with impaired glucose regulation (IGR) and normal
glucose tolerance (NGT). PWYV and ABI were tested by the non-invasive vascular screening device. Results  Plas-
ma Gas6 level in T2DM-LEAD group was lower than that in T2DM group (P <0.05), and it was significantly reduced in
T2DM group compared with NGT group (P <0.01). Pearson’s correlation analysis demonstrated that plasma Gas6 level
was negatively correlated with age, duration of diabetes, fasting plasma glucose, 2 h plasma glucose after glucose loading,
glycosylated hemoglobin (HbAlc) , waist to hip ratio, visfatin, hs-CRP and PWV (P <0.01 or P <0.05), and positively
correlated with ABI (P <0.01). Multiple stepwise regression analysis showed waist to hip ratio, HbAlc and hs-CRP

were independently related with plasma Gas6 level. Conclusions The plasma Gas6 level is lower in patients with 1G-
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R, and is significantly reduced in patients with T2DM and T2DM-LEAD.

The change of Gas6 level is associated with in-

flammation, peripheral vessels atherosclerosis and visceral fat, which may be a potential risk factor of diabetes mellitus.
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tus with lower extremity artery diseases, T2DM-LEAD )
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HARRERERSH 25 4,75 ¢ 0 A & BT ERE
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2 BOBEIRIE G T T sl bk s 2 i 2 ROBE R s
24 hs-CRP N I Z /KA1 PWV B I & T 1E & B it
(P <0.05 5 P <0.01) , ABI & T 1F % B it H

R AABEEKRIGARERLLE (v +5)

H(HP<0.01), 2 BUEIRIG A IT T B kg 4
hs-CRP N l§ Z /KA1 PWV &5 T 2 BB RS 41 (P
<0.05 8 P <0.01), ABI B W fik 7= 2 B0 fR 95 20
(P<0.01), BT ZBA PWV 5 F 1E 5 Wi i it
H(P<0.01;32),

Table 1. Comparisons of basic clinical data in the four groups (x +s)

moH E BT 2H R Z A 2 BB IR T2DM-LEAD 4
B (/%) 25(13/12) 24(12/12) 30(16/14) 41(21/20)
() 54.27 £10. 34 55.21 £9.24 54.33 8. 11 59.22 £10.20
R (A — 1.9+1.0 2.5+1.9 7.0£2.2%
BMI(kg/m®) 24.32 +4. 14 25.44 £3.12 27.77 £4.50 26.11 £3.75
TR L 0.89 +0. 04 0.88 +0.03 0.91 +0. 04 0.92 +0. 05
W4 e (mmHg) 132.93 +11. 66 135.13 +13. 43 134.75 +12. 81 140. 07 = 14. 46
#F 7% JE (mmHg) 79.13 £10. 00 77.21 £10.22 79.33 £10.07 80. 80 +10. 14
FPG( mmol/L) 4.77 £1.02 6.16 0. 96" 7.41 +£1.36™ 9.74 +1. 43
2hPG ( mmol/L) 6.53+1.29 8.93 +1.27* 10.50 1. 96* 12.16 = 1. 99"
HbAlc 4.96% +0.89% 5.68% +0.93% 6.71% +1.55% " 8.52% +1.43% ™
TG ( mmol/L) 1.59 +1.15 1.75 £0. 87 1.91 +£0.92 1.57 0. 85
TC( mmol/L) 5.07 +1.41 4.98 +1.10 5.31+1.23 5.31+1.11
HDLC ( mmol/L) 1.35 +0. 62 1.33 0. 42 1.45 £0.27 1.50 0. 33
LDLC ( mmol/L) 2.93+1.17 3.15 0. 89 3.21+1.07 3.08 +0. 85

a i P<0.01, 5FE# B R4 HE b S P <0.05,¢ 28 P <0.01, SHHRSZHA i ;d S P <0.01,5 2 BUOBE IR LLES

2. 4 HBHE Gas6 . hs-CRP . AIBEER PWV F1 ABI BIELER (x % 5)
Table 2. Comparisons of Gas6 ,hs-CRP,visfatin, PWV and ABI in the four groups (x +s)

moH E BT L 2H R Z A 2 BRI T2DM-LEAD 4
Gas6(ng/L) 7087. 45 +856. 04 6543. 82 +621. 24 5914. 88 +1015. 25" 5045. 55 +1207. 81"
hs-CRP( mg/L) 0.73 £0.51 1.16 +0. 64 1.42 +0. 67° 2.02 +0. 92"
WHEE (pe/L) 40. 65 +6.98 45.35 +7.03 51.43 +7.51" 62.93 £10. 32"
PWV(Z) (em/s) 1215.4 £103. 3 1344. 4 +107.2" 1455.6 +91. 7" 1630. 6 + 148. 9"

PWV(£) (em/s) 1225.7 +105. 6 1349.2 +109. 5" 1452.7 +102. 6" 1603. 5 +146. 6™
ABI( /) 1.09 +0. 69 1.06 +0.42 0.99 +0. 70™ 0.87 +0. 78""
ABI(£) 1.08 £0. 70 1.06 +0.57 0.98 +0. 76" 0.87 +0. 78"

a N P<0.05,b}P<0.01, 51E 4B e P <0.05,d 8 P<0.01, S8 284 LE e I P<0.05,f 8 P<0.01,5 2 BHR

S 2H HOE

2.4 MPEARKEHFFFEER=Wo SME . RKE  (r

EF.WEEZEKE R ELRREERNHELES T
Pearson 1 ¢ 43 /1 & 78, ML 2K Gas6 5 4F %

~0.262) B (r=-0.317) BB (r =
-0.438) .FPG(r= -0.493) 2hPG(r= -0.382) .
HbAlc(r= —0.489) hs-CRP(r= —0.458) N§Z
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(r= -0.2323).PWV (£ r= -0.497, /£ r =
~-0.479) BN A (¥ P <0.05 8 P <0.01), 5
ABI(£r=0.389, 75 r=0.387) 2 IFEAH G (¥ P <
0.01;/ 1), #E—H UMY Gaso KR A&, LUt
S AFE Y B BMI B L FPG | 2hPG | HbAlc,

TG . TC . HDLC ,LDLC , ] iI§ % . hs-CRP & [ 7¢ i it

112 7ua A BIHA T, B B HbAlc hs-CRP
53¢ Gas6 M r AHKE (R 43514 0.138 0. 195,
0.248 .31 P <0.01) .
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Figure 1. Gas6 correlation analysis
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TAM 3# i #] Toll #3214 K i 52 14175 5 1% 48 it B
TSR A 4 0 I, fie 23 E B g R
2010 4F, Alciato 257 BF 5% K BR, 76 B K% 5 41 Jifd
Gas6 il i PI3K/Akt/GSK3 B il 4% 5% s [ 1 B %
5%, NI R SRAE I F o R A2 6 B 43,
DI ERMET Gas6 7045 il [ A G 5 R 48 e 4o 72 v (1Y)
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TiAHE , HbAlc 1 hs-CRP & Gas6 [l 7 Gl %

SEA DL IR FE 0 0t B A 2 S n i i R
Gas6/TAM R GM5 515 [k, 406 A & e
PRE SN FIVRE 2 50 Jk s AR 5B A ) T

DAL B2 A0 LR LA ) B S s s Bk ok A
TR B A 3R, F T, Ganopolsky %5 #ifF 5%
Gas6 FEEE TR B #ITK P K 240 1 v 015 5% 5 iE
W] Gas6 112 5 PIBK-AKT {R##i [ FOXOla %1%
DIARIP N R A0 BT T, Son 5 BFFEALTT 25259
W N R SIKF- 1 LA A5 4L, 7R Al 7T 2R e i
TRV KIS T Gas6 WK, EEHLHIIE Gas6 1L
2 5425507 AE Ax) Y N T 3 ik i S L
YRAERS 90 N E B K LA T, DL A
FEHEAR Gas6 ME LI/ D AR T, A L S T o)
Jk ok RERE AL RS Ak, [R) RS Pl P R 200 S L2
FRLYA T3 T AR i N RS 1 B0 K ok R AL BE B B
PRI/ 98 T, W/ Bl Jik o Ag: o s 1 K
Hung 20 I 5 e B ,FEME R R LK Gas6
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TEARWEFE T, Fe i1 PWV  ABI X35 30 ik ok b
WAL FERE . PWV 2 sl kA A B sk i 48 A, Hok
JERK, $m sl ks AL FE BB FE ABI 5 g koK i
Ak e 7 B R AR DG, JLE R/ A i IR0
FE4R PWV R ABL RTAE A0 PR v & 161 0 695 B O
i 10 A 2 5 A T R XU T A8 b AR IS 4R oL
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N Gas6 BYPRAPWEIA O, EEASEHIR DL
MO, 2o P R 20 2 e B LR R 2 8 MDD 3
PRoREREA . S8, DR AR ZE B R T 52 SRR AR B
AL AT IR S 2235 45k AT o 20, AT ) iy A
ST Ok RS 8 15 32 1 58 25 30 20 ok o v 28 3
JEUOT MR ST LB, B SZ R PWV B IE R
R 2 28 B o, Y E B R T A2 B e C A AR
SIKSRFEREAL I S50 2 R Gasé /KT
B — BB R,

ZIWFFEIESE Gas6/ Axl 55 i 105 40 Jifd 434k, H:
i Suzuki 25 BIFFTEE Y 7R 5 i 2R B 107 40 A oAk
R Axl BEPRIRIN T M, B Ax] FERTRE T 40 Lk AE
BT A 3k B 25 1, HED Gas6/ Ax] 15 515 %
AERFHTRR T2 ML ) A AR 400 Bl 10 248 -
AFFEIR K IRMIK Gasé K-S NG R 27
FHOC, H S ST ARG . WARR FEAENIENR
Hhak | ELA BB 2 AR W RION; , e £ 2F B 7 4
SRR LA A, il , NI & BRI
THPIRRZETE 2 ZUWH R 20050 ik PR 6 vl Bt JE2 i 2 A
T, S 2 AU PR B Sl IRk ASE A Ak g A s R 2R
Z— XSGR AE R, HEWT Gas6/TAM £
GEAEWE DRI - ik T R, s e i 1D 20 A o34k S i
FLHARRER | T IR I 248 L DRI 4 TR ) 1 2 Ay |
— L IME R PRI S A T A kR
25 Lk AR PSR TEAR R HPR O A8 2
BE MBS TR, 3K Gaso ZKF- T K, H -5 30 ik ok #F h
ARG JETERE IR I & 4 R AR s i — 2043
M 5 9808 K- | Y B2 240 I D e K 3 R s 1D =
A, AT RETERE RIS 19 A A= Jre AR ] Lo A 722 v
KIFE—EVEH . X TF Gas6 1EALZL N FAEI H 1 7E
FHBL RS — 250, TR IR A A= v 5 A7 7R R R A
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