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[ Abstract] The development and metasis of malignant tumor depend on neovascularization. CD13 is
a significant marker of cells commit to myeloid lineage to classify leukemia, meanwhile it expresses on the
neovascular endothelial cells specifically but expresses barely in vascular endothelial cells. Coupling CD13
monoclonal antibody or CD13 ligand to CD13 in fluorescence, radionuclide or magnetic nanoparticles to
achieve molecular imaging to probe angiogenesis and provide imaging evidence of the development of angio-
genesis associated disease. Asn-Gly-Arg peptide motif c;)mpound with different anticancer drugs targeted
deliver to neovascular endothelial cells and release the anticancer drugs to treat the tumor. The research of
CD13 to understand, diagnose and treat the angiogenesis associated diseases has gotten breakthrough and
have a promising future.
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BAYE AR, NGR #4 CDI13 MEIRIEE
CD13 XJ B iy & Rh R VE R, X B4 by Ak
REFIHN, NGR 4 Mg 3158 B -Fa(tumor necrosis
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FHERIM A ; cNGR-pQDs 537 4 I P9 iz 40 i iy
HERTHA, HTHKRLESH cNGR ZE4HMH,
LSS R RS b DO T80 19 B 3 R e
L. cNGR-pQDs AiHJ& MRI SCEL T J5 A1 1 3 75 %5
B PR A B RIS YE, AT BT T A B
Btk WU R A K RS | A AR T 25 na
TR N B L

SERH.OUESES, ERMZIEFR, Buehler
SRR B B AR RSSO T B
ARG HUEFEFFRERI R CD13 7657 4 I 45 Ak
FAEMEFHIME, SEREBR: CDI3/APN .01
BRUEHE ME X ERD; ERERBEEER
RS CD13 mRNA HIFEA 70 AL X I FE
GXBE L, FEOUEEE 748060, B
10 ~ 20 £%, WI7EIEAREFE X AF AR 225 1 R0 4
REARA, HFEFX S cNGR AFCX 28 A B
KFE—F(; CDI3/APN Bt4 CD105 A1 CD31 H[FE
FFERZ/DNTF 15 pm WILEF, T cNGR ASEHR
LAHA R CD13 PP S S, FRIER cNGR
RS TEACH M PR 48 9 CD13/APN 454

5 CD13/APN ZENE AT 5 ERI R A

NGR E2& CD13/APN HIBCAER T LA 5 4 Fh i i
WAV BIIMEERY, MRS E SN
B AR 25, RIEHBTMEROT, IE4E
R, PFRENEIMEZ Y . MAREERTF . fun
BHEREF5cNGR &g E &Y, B
iBER CD13/APN, FILARIEEA 1A 0504 S FliE
HRREY, HH, Curnis Z9& 3, cNGR-TINF-a 20~30
FEET TNFo, WITAKFAE T AFIHE TNF-a IE
SN, REHRHAZEMRS . Cumis Z1%8
ZB, {EHIE cNGRINF- v (006 ~ 3 ng) T LATEAL{KH:
TNF HHUMENLE], =3E cNGR-INF-v(300ng)i 5
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