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On the innovation of follow-on drugs

GUO Zong-ru’

(Institute of Materia Medica, Chinese Academy of Medical Sciences and Peking Union Medical College, Beijing 100050, China )

Abstract: Follow-on drug approach is to follow-up and make-up of the innovation of pioneering drugs.
Since the millennium new molecular entities (NME) have experienced ample optimization, and the patents have
claimed in wide ranges, as well as the drug administration requires NME being superior or non-inferior to the
existing drugs of the same class. These situations have made the space of follow-on drug innovation narrow
and smaller than before. The follow-on drug approach can be concisely differentiated into two aspects. one
is to start from the chemistry of small molecules, which are performed with a niche-targeting manipulation to
optimize the safety, efficacy and (or) convenience for dose superior to the existing drugs; another proceeds with
the macromolecule targets. Based on the knowledge of the mechanism of action or of target mutation, active
compounds are constructed through complementary binding or by the reaction mechanism. In this article
successful examples are briefly described to illustrate the features of follow-on drug approach.
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Ala8-Glu9 fik#t, BEJE GLP-1 5244 i 3h 5 2 v i
DPP-4 [ /K i1 o

B AIZ5Y L IEACRL (8, exenatide) F& KIRZ L FE
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RARSAE, A2 KM B ZEA N S NEEIA  (F ymE—
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filg F¥ 1 4b Y] CysB05 IR HEAHRE 3.43 A, Al KA SEHL
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Taylor 4341 1 UM BN DY S 12 15 B A e —
SRR F R - B R4, X R 2 N5 Al N10
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