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Therapeutic Potential of Benfotiamine:
From Bench to Bedside
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Benfothiamine metabolic pathway
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Potential mechanism by which benfotiamine
blocks 4 pathways of hyperglycemic damage
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Transketolase (TK), which contains a tightly bound TDP as its prosthetic group, is able to shift
excess fructose-6-phosphate and glycerhaldeyde-3-phosphate from glycolysis into the pentose-
phosphate shunt, thus eliminating from the cytosol the excess of these damaging metabolites
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Effect of chronic benfotiamine administration on
pathways of hyperglycemic
damage in retinas from long-term diabetic rats

Benfotiamine reduces advanced
glycation end products (AGE) by 40%,
which has been shown to prevent
macro- andmicrovascular endothelial
dysfunction in individuals with type

2 diabetes

Integrative Medicine (Fourth Edition) 2018
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Significance of benfotiamine in the prevention of
various pathological complications
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Benfotiamine - From Bench to Bedside
Clinical application and outcomes of
benfotiamine therapy
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3-pillar treatment scheme
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Diabetic neuropathy
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; B:47/300B1D. : Ts5es =
8:45/300 QD 5 NDSE>
P:a1 Ppr VPTes

B:20/100 QD
P:20 <

Pains
PGIC()

B12:11/0.5°-0.25 QD
213

8:30 QD
86:180 QIO+

512: 10/05 QD
P10 O,

: benfotiamine. P: placebo. 86: vitamin 86. B12: vitamin B12. QD: once daily. BID: twice daily. QID: four times daily.
PGIC: patient giobal impression of change, PP: per protocol, [TT: intention to treat.
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“Dose during the first 2 weeks of study
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RCT over 6 weeks; benfotiamine 200 mg tid (n=57), 100 mg tid (n=55) vs placebo (n=53)

Primary Efficacy Outcome: Change of NSS

Intention to treat analysis (ITT) Per protocol analysis (PP)

PP =124

2weeks 4 weeks.

M 600/mg B300 mg Elplacebo]

Stracke et al.. Exp Clin Endocrinol Diabetes 2008: 116: 600-5
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Treatment algorithm

Clinical diagnosis of DSPN +/- neuropathic symptoms
Lifestyle modification, control of CVD/other risk factors

Assessment of comorbidities, potential for drug interactions

: 4 t i - :
Asymptomatic : S'X;"nppc'am:'lc » Painful
DSPN \ DSPN \ DSPN
Pathogenesis-derived treatment
Alpha-lipoic acid

Benfotiamine
Activegin

Analgesic treatment
Alpha-lipoic acid

J Disbetes Investig 2021;12(4):464-475.
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