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Skeletal muscle pathology of patients with CKD
and their physical function before and after renal
transplantation
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Muscle atrophy and muscle weakness are serious
complications in patients with chronic kidney disease
(CKD).
progression of CKD and the risk of mortality. Renal

Reduced muscle mass correlates with the

transplantation (RT) has become a choice of treatment
for patients with CKD ; however, whether there is an
improvement in muscle mass and function after RT has
not been clarified. Therefore, in this study, we aimed to
clarify (1) internal oblique muscle pathology of male
patients with CKD (before RT), and (2) differences in
muscle mass and physical function before and after RT.
Muscle atrophy was observed in most of the patients
before RT.

myofibrillar disorganization were also frequently

Mitochondrial abnormalities and
observed (in approximately 50% of patients) ; however,
these histological changes were minor. Muscle strength
before RT was substantially reduced compared with that
of age-matched healthy subjects. Most CKD patients
before RT had a low skeletal muscle mass index (SMI),
which was considered to be a result of sarcopenia and
No correlation was observed between

SMI and dialysis history. At 6 months after RT, there

presarcopenia.

was a trend of increase in muscle mass and strength in
the upper and lower extremities. We further analyze the
association between muscle pathology and muscle
function and the predictive factors of muscle weakness of

CKD patients.
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Proton Pump Inhibitors Decrease Soluble fms-
Like Tyrosine Kinase-1 and Soluble Endoglin Se-
cretion, Decrease Hypertension, and Rescue En-
dothelial Dysfunction
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