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95) Odds ratio [95% ClI

P-value

Variables All patients (n =227) Case group (n=132)

Control group (n=

Male 181 107 74 0823 [0.429-1579)] 0559
Hypertension 174 109 65 2,187 [1.172-4.082] 00147
Smoking 78 45 33 0919 [0.558-1.693] 0919
Drinking 47 2 2 0864 [0.452-1561] 0659
DM 92 57 35 1303 [0.759-2.237] 0338
SCs 88 50 38 0915 [0.533-1570] 0.746
Grade I plaque 13 10 3 0.198 [0.053-0.739] 0.016"
Grade IV plaque 55 36 19 1500 [0.797-2.822] 0209
P-max > 4 mm 87 53 34 1204 [0.698-2.076] 0505
PS>56mm 114 72 ) 1514 [0891-2.574] 0125
HCT 204 112 63 49 0857 [0.506-1.453] 0.567
NEUT%260% 17 7 46 1240 [0.731-2.103] 0425
LY%228.4% 116 67 49 0968 [0.571-1.640] 0.903
MONO%27.4% 105 67 38 1546 [0.907-2.637] 0110
PLT 2203*10°/L 112 61 51 0741 [0.437-1.258] 0267
MPV 2921 11 55 56 0497 [0.291-0.850] 0.011%
Alb > 41 g/L 107 59 48 0791 [0.466-1.343] 0386
Fib>30g/L 106 70 36 1850 [1.081-3.167] 0025
B:-MG 2 1.8 mg/L 13 69 44 1269 (0.748-2.153] 0376
TC2 3.5 mmol/L 112 64 48 0922 [0544-1562] 0762
TG 2 116 mmol/L 13 68 45 1181 [0.538-2.002] 0538
HDL > 1.0 mmol/L 95 52 43 0786 [0.461-1341] 0377
LDL 2 1.97 mmol/L 13 61 52 0710 [0.418-1.206] 0206
Lp(@) 2 0.19 mg/dl 13 59 54 0614 [0.361-1.044] 0072
GFR 2 91 ml/min 110 63 9% 0932 [0.550-1580] 0795
Cr271 pmol/L 13 68 45 1181 [0.696-2.002] 0538
Hey > 14 pmol/L 108 59 49 0759 [0.47-1.288] 0306
Age 270 years 57 34 2 1086 (0.590-2.000] 0791
BMI > 24 kg/m2 146 82 64 0794 [0.456-1383] 0416
HbAIc>7.0% 76 53 2 2,100 [1.171-3.767] 0013

SCS, symptomatic carotid stenosis; DM, diabetes mellitus; HbALc,

Alc; HCT,

platelet count; MPV, mean platelet volume; Alb, albumnin; Fib, fibrinogen; TC,

HDL,

MONO¥, monocyte percentage; PLT,
lipoprotein; LDL, low density lipoprotei

Lola), lipoproteinial; GFR, glomerular firation rate; Cr, creatinine; Hey, homocysteine; PS, sum of the plaque thickness; P-max, maximum of the plaque thickness

*irclicates. statistically sionificant varables
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Disease/Condition

Process

Functional evidence

Publication

Cancer Tumor progression, Angiogenesis | Increased tumor cell proliferation, migration, invasion, EC angiogenesis (tube formation) (80)
(Bladder cancer) (in vitro).
‘Tumor progression, Angiogenesis | Improved tumor cell viability, migration, invasion, EC angiogenesis (tube formation) 1)
(Pancreatic cancer) through VEGFR activation (in vitro).
Tumor progression Increased EC migration, and is (tube formation). Tumor cell @7
(Gastric cancer) angiogenesis and tumor progression (in vitro).
Vessel normalization Improved vessel structure and vascular function (Antibody blockade or gene deletion in (32)
tumor models in vivo).
Metastasis Promoted metastasis in lung cancer via NG2* perivascular cells and STAT3 signaling (in (29)
vivo).
Metastasis (Melanoma) Reduced tumor cell metastasis, growth, proliferation, and angiogenesis in the absence of (28)
LRG1 (in vivo, in vitro).
Angiogenesis (Non-small-cell lung | Promoted tumor cell ‘migration, invasion, EC is (tube formation) (82)
cancer) through TGE-B (in vitro).
Angiogenesis (Ovarian cancer) | Induced EC angiogenesis (tube formation) by upregulating VEGF, Angl, TGE-p (in vitro). (83)
Angiogenesis (Colorectal cancer) | Promoted tumor cell invasion, EMT, EC migration, angiogenesis and sprouting (ex vivo, (84)
in vitro) through HIF-la.
Diabetes Angiogenesis Induced angiogenic and neurotrophic function, EC angiogenesis (tube formation), (85)
migration (in vivo, ex vivo, in vitro).
Wound healing Promoted EC viability, proliferation, migration, angiogenesis (in vitro), and wound (86)
healing (in vivo).
Wound healing Controlled immune cell infiltration, re-epithelialization, and EC angiogenesis/ a7
proliferation (tube formation) through phosphorylation of SMAD1/5.
Wound healing Corneal epithelial wound healing and nerve regeneration via regulation of matrix (54)
metalloproteinases (in vivo, i vitro).
Angiogenesis Induced angiogenesis (in vivo) through ALK1-SMADI/5/8 in glomerular EC. (53)
Pathogenesis Elevated expression in glomerular EC (in vitro). (52)
Angiogenesis Elevated expression in glomerular EC and angiogenesis (tube formation) (in vitro). (87)
Fibrosis Skin Induced EC proliferation, migration, and angiogenesis (in vitro) and promoted skin (1)
fibrosis through ELK1 and ERK signaling.
Lung Promoted lung fibrosis through TGE-p-induced Smad2 (in vivo, in vitro). (42)
Kidney, DKD Induced expression in glomerular EC and promoted fibrosis through p38 signaling (in (88)
vitro).
Kidney, CKD Promoted EC angiogenesis (tube formation) and proliferation (protective role). (34)
Heart fibrosis, myocardial Gene ablation aggravated myocardial fibrosis and cardiac remodeling by suppressing (89)
infarction SMADL/5/8 (in vivo) (protective role).
Acute respiratory distress | Vascular repair, tissue healing Exhibited angiogenic properties and tissue repair through TGF-BR2 and SMAD1/5/8. (90)
syndrome
Osteoarthritis Induced EC is and stem cell migration (i vitro). (64)
Corneal Induced is and via activating VEGF signaling (in vivo). ©1)
Ischemia Promoted blood vessel formation through the TGF-p1 signaling (in vivo). ©2)
Atherosclerosis Calcification Endothelial LRG1 induced VSMC de-differentiation and calcification through SMAD1/5 (93)
signaling (in vivo).
De novo angiogenesis Vessel formation (placenta) Exhibited pr fanctions and in gestational diabetic (58)
placenta (ex vivo, in vitro).
Vessel formation Induced de novo is upon activation by 1L-6/STAT3 (ex vivo, in vitro). (6)
Vessel formation (ocular) Induced de novo is through SMADI/5/8 (ex vivo, in vitro). (25)

EC, endothelial cell: EMT, epithelial to mesenchymal transition: CKD, chronic kidney diseas

KD, diabetic kidney disease: VSMC, vascular smooth muscle cells.
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