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Collagen superfamily
Fibrillar collagen 1, 10, 111, V, XL, XXIV, XXVII

Short chain collagen VIIL X

FACIT (Fibril-associated collagens with interrupted triple helices)
collagen IX, XII, XIV, XVI, XIX, XX, XXI

Basement membrane collagen IV (XV, XVIII)

Transmembrane collagen XII, XVII, XXIII, XXV

Multiplexin (Multiple triple helix domains and interruptions)
collagen XV, XVIII

Others VI, VI, XXII
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Expression and Action of Endostatin
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% 1. Comparison of the clinical trials of rhEndostatin and ZBP-endostatin
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Ph  Npts Treatment ORR (%) CBR (%)

Clinical trials of rhEndostatin in the USA

Advanced solid tumor I 15 20-min daily Zv. infusion 0.0 20.0
15 to 240 mg/m?/d

Advanced solid tumor I 26 20-min daily i.v. infusion 0.0 8.0
15 to 600 mg/m?/d

Advanced solid tumor | 21 1-hour daily i.v. infusion 0.0 0.0
30 to 300 mg/m?*d

Advanced solid tumor I 32 i.v. or s.c. injection 0.0 25.0
3.75 to 120 mg/m?/d

Advanced neuroendocrine 11 42 a bid s.c. injection 0.0 80.0

tumor 60 mg/m%/d

Clinical trials of ZBP (Zinc-binding peptide)-endostatin in China

Solid tumor I 22 20-min daily iv. infusion 4.5 273
30 to 210 mg/m?/d

Nonsmall cell lung cancer  Ila 68 3-hour i.v. infusion of 7.5 mg/m? /d 3.2 67.7
3-hour i.v. infusion of 15 mg/m?/d 34 65.5

Nonsmall cell lung cancer  IIb 54 7.5 mg/m?/d ZBP-endostatin, 37.0 87.0
25 mg/m*/d NVB, 30 mg/m?/d DDP
25 mg/m?/d NVB, 30 mg/m?>/d DDP  24.2 2.7

Nonsmall cell lung cancer 11T 493 7.5 mg/m?/d ZBP-endostatin, 354 73.3
25 mg/m?*d NVB, 30 mg/m?/d DDP
25 mg/m*d NVB, 30 mg/m? /d DDP  19.5 64.0

61

ORR, overall response rate; CBR, clinical benefit rate; NVB, vinorelbine; DDP, cisplatin.

ZBP-endostatin, Zinc-binding peptide (MGGSHHHHH)-endostatin
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