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Abstract: Blood vessels in bone tissue play an important role in bone growth, development, remodeling and injury repair. Type H ves-
sels are a subtype of bone vessels with high expression of CD31 and Emcn, which have significant anatomical characteristics and age—de-
pendent decline characteristics, and are deeply involved in the coupling between angiogenesis and bone formation. Some cellular mole-
cules, such as hypoxia inducible factor—1, vascular endothelial growth factor—A, platelet derived growth factor—BB, and slit guidance ligand
3, are involved in regulating the formation of Type H vessels. Meanwhile, drugs therapy, physical therapy, and metastatic tumors can also af-
fect Type H vessels. In this paper, the molecular mechanism and influencing factors of Type H vessels formation are reviewed based on the
literatures in recent years, to provide a new idea for the diagnosis and treatment of bone diseases such as fracture nonunion and abnormal
bone metabolism.
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lINELa o RSNy e 1IN =R BP0 W | =
PR, GZa R A p R GO PN % e A L R B
P, WEAEE R F 1o (hypoxia inducible factor—
1, HIF-1a) . MW EZAERKKT A (vascular endothe-
lial growth factor—A, VEGF-A) . Mi/MRATA A4 K H T
BB (platelet derived growth factor—-BB, PDGF-BB) . #fi
225 T [AF 3 (slit guidance ligand 3, SLIT3) . 3
WK N FRELEF 3] 6 (epidermal growth factor—like
domain 6, EGFL6) . Notch i i L) X 4 /IF RNA (mi-
croRNA, miRNA) 3392 5345 H B4 A il
2.1 HIF-la

AT HIF-To RWIARG, (H gl E R i
(prolyl hydroxylase, PHD) i E=Hefl, BH/S#HE E3 12
FRE AR RN B A s B4 PHD 5 PR
%, HIF-lo fEAAAENBURTIRGS HIF-1 G808, S5
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5 H BUMAS A U B R
2.2 PDGF-BB

5 40 R 4402 PDGF-BB 1) K R, Xie
S RN EYIBE A (ovariectomize, OVX) 5 T/
B EJE, ML PDCF-BB YR W & FEAK, H H
T A AR D, TAE OVX /DN BUHH B a7 40 g
BERBCR R B H ORI R B B R 2R
PV E SR IRBERY B UL, X R R SR RS
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2.3 SLIT3

SLIT3 j#i i 5 Robo SZAR G IGAE G A 3 N K40 i
B, 0 E N B A I 25 TR K, Xu
A R B AR R P SLIT3 1 2 ZRR, SLIT3/
Robol 38 % 3005 BERE 02 2F A iy, T 1G58 H
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