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[ Abstract] Objective To explore the clinical efficacy of plasma exchange (PE) for antibody mediated
rejection (AMR) after living relative donor liver transplantation. Methods Clinical data were retrospectively
reviewed for a 7-month-old child with biliary atresia and biliary cirrhosis after living relative donor liver trans-
plantation. Tacrolimus plus prednisone was prescribed for anti — rejection therapy after compatible blood type
living relative donor liver transplantation. Liver function abnormality was caused predominantly by a postopera-
tive elevation of bilirubin within 1 month. Then transplanted liver was biopsied and antibody test of human leu-
kocyte antigen ( HLA) performed. Results Liver biopsy revealed acute rejection reaction. Based upon the
positive result of HLA II antibody and C4d, it could be confirmed as donor specific antibody ( DSA ) -induced

AMR. The regimen was composed of intravenous methylprednisolone pulse,immunoglobulin, mycophenolate and



immunosuppressive agents. However, the effect was not satisfactory. And then PE was performed every 2 days for
a total of 5 sessions. After 1-month treatment, liver function gradually normalized. Follow-up was conducted for 3
years. Transplanted liver was biopsied for 5 times and rejection gradually lessened and liver function basically
stablized. There was no recrudescence of AMR. Conclusion Postoperative AMR occurs in children with com-

patible blood type living relative donor liver transplantation. Early treatment plus PE may be more beneficial to

the recovery of acute AMR after liver transplantation.
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Table 1 Changes of some laboratory test parameters before and after plasmapheresis in children

JiH I E I ] EHA RV F2W 3w IRV 5w
TBIL( pmol/L) PE i 151.59 157.14 112.12 99.00 117.98
PE J5 129.98 106. 15 92.63 102.71 116.17
DBIL( pwmol/L) PE i 78.30 81.30 58.20 52.10 60.70
PE J5 63.80 53.90 47.00 51.70 58.80
IBIL( wmol/L) PE Hij 73.29 75.84 53.92 46.90 57.28
PE J5 66.18 52.25 44.90 51.01 57.37
ALT(IU/L) PE Hij 68.90 66. 80 70.10 59.20 66. 80
PE J5 57.40 52.60 44.90 55.80 53.80
AST(IU/L) PE i 90. 60 88.30 88.00 83.60 104. 60
PE J5 82.80 60.90 61.20 89.10 80.70
WBC(10°/1) PE Hij 6.95 6.23 4.89 5.50 4.58
PE J5 9.81 7.64 5.26 4.83 5.15
HB(g/L) PE Hij 85.00 74.00 77.00 92.00 83.00
PE J5 95.00 73.00 81.00 87.00 80.00
PLT(10°/L) PE Hi 163.00 184.00 158.00 114.00 100. 00
PE J5 167.00 155.00 175.00 118.00 104.00

i TBIL: SUHZLER ; DBIL: BHEMHLLE; IBIL: MHEAHLLE ; ALT INRIRE SR R0 AST: RITA AR E I/ ; WBC: 40 ; HB. il

ZL3E ;5 PLT: Ifl/M; PE: 3K E 45
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Fig. 1 Histopathological features and immunohistological staining of initially transplanted liver at Day 24 after liver transplantation ( HE, x400)

Fig.2 Histopathological features and immunohistological staining of a second liver transplantation at Day 37 after liver transplantation ( HE, x

400)  Fig.3 Histopathological features and immunohistological staining of the third transplanted liver at Day 47 after liver transplantation ( HE,

x400) Fig.4 Histopathological features and immunohistological staining of the fourth transplanted liver at Month 4 after liver transplantation

(HE, x400)

Fig.5 Histopathological features and immunohistological staining of the fifth transplanted liver at Month 10 after liver transplan-

tation (HE, x400) Fig.6 Histopathological features and immunohistological staining of the 6th transplanted liver at Month 16 after liver trans-

plantation ( HE, x400)
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