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Meta-analysis of the Effect of KAATSU Training on the Secretion of IGF-1

LUO Ruoying', LIN Di', GUO Huijie' , LIAO Zhijin®

(1. School of Physical Education and Sport Science, Fujian Normal University, Fuzhou 350001, China;
2. Fujian University of Technology, Fuzhou 350001, China)

Abstract: Objective: To evaluate the effect of KAATSU training on the secretion of IGF-1, and to
provide scientific guidance for different people to exercise and train with KAATSU training. Meth-
ods: CNKI, WOS, PuMed and Google Scholar databases were searched to collect the research results
on the effect of KAATSU training on the secretion of IGF-1. Egger’s analysis was adopted to assess
the bias risk of literature quality, and Revman 5.3 was used for meta-analysis. Results: Eight re-
search papers were included involving 198 subjects. The results of meta-analysis showed that KAAT-
SU training could significantly increase the secretion of IGF-1 to a medium degree. Further subgroup
analysis showed that age had no significant effect on the secretion of IGF-1, and intervention time had
a significant effect on the increase of IGF-1. Conclusion: KAATSU training can effectively affect the se-
cretion of hormone IGF-1 for different age groups; the effect of KAATSU training on the secretion of hor-
mone IGF-1 will be more obvious for the middle-aged and old people when the duration is more than 4 weeks.
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