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Osteoporosis in patients with primary biliary cirrhosis

GAO Xue-song', ZHANG Yao-nan’, LIU Ting™*, LI Yun-ru', ZHANG Yi-jin', LI Hong-jie', LIU Li-gai',
LIU Nan', WANG Yan-bin’, Duan Xue-fei' (I.Department of General Medicine, Beijing Ditan Hospital,
Capital Medical University, Beijing 100015, China, 2.Department of Orthopedics, Beijing Hospital, Beijing
100730, China; 3.Research Institution of Infectious Diseases, Beijing Ditan Hospital, Capital Medical
University, Beijing 100015, China; 4.Biobank of Clinical Resources, Beijing Ditan Hospital, Capital Medical
University, Beijing 100015, China, 5.Department of Hepatology Division 1, Beijing Ditan Hospital, Capital
Medical University, Beijing 100015, China)

Abstract: Objective To investigate the incidence and pathogenesis of osteoporosis in primary biliary cirrhosis (PBC)
retrospectively. Methods Total of 40 cases with primary biliary cirrhosis in Beijing Ditan Hospital, Capital Medical
University from January 2015 to July 2016 were enrolled as study group, and 40 cases with non-hepatopathy were
matched according to age and sex as control group. The boneminaral density (BMD), serum osteocalcin (OC),
total procollagen type 1 amino-terminal propeptide (P1NP), B-C-terminal telopeptide of type 1 collagen (B-CTX)
and 25-hydroxy vitamin D [25(OH)VD] were compared between the two groups. The relationship between liver
function, BMD and bone metabolism indexes in patients with PBC were also compared. Results Total of 34 cases
(85.0%) in PBC group were complicated with abnormal bone mineral density, including 18 cases (45.0%) of bone
loss and 16 cases (40.0%) of osteoporosis, while in control group, there were 11 cases with abnormal bone mineral
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density, including 9 cases (27.5%) of bone loss and 2 cases (22.5%) of osteoporosis, the difference of osteoporosis
incidence between the two groups was statistically significant (y* = 28.627, P = 0.001). The BMD of lumbar
spine and hip of patients in PBC group were significantly lower than those in control group (P << 0.001). In PBC

group, there were 5 patients with fractures, among whom one case developed subsequently lumbar fracture and

left femoral neck fracture. There was no patient with fracture in control group. The BMD, serum osteocalcin and
25(OH)VD in PBC patients with Child-Pugh C grade were lower than those with Child-Pugh A and B grades,
however, the differences were not statistically significant (P > 0.05). Conclusions The incidence of bone loss and

osteoporosis in patients with PBC increased significantly. The mechanism may be related to the decrease of serum

osteocalcin and 25-hydroxy vitamin D.
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