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Abstract: Objective ~ To explore the clinical characteristics of liver injury associated with autologous hem-
atopoietic stem cell transplantation for lymphoma. Methods Clinical data of 109 lymphoma patients was
collected and analyzed retrospectively, who were treated with autologous hematopoietic stem cell trans-
plantation. Results Among these patients who received hematopoietic stem cell transplantation, the main
abnormal parameters of liver function were the increased levels of aminotransferase and total bilirubin. In-
creased alanine aminotransferase accounted for 30. 3%, increased aspartate aminotransferase 14. 7%, in-
creased total bilirubin 11. 0%, and the rate of grade [[[-IV liver injury was only 1.8%. Compared with
CBV conditioning regimen, BEAM regimen was more likely to lead to decreased total protein, abnormal
albumin/globulin ratio,and increased total bilirubin and indirect bilirubin. Ten cases of HBsAg-positive
lymphoma were treated with lamivudine prophylaxis and no hepatitis B virus reactivation occurred. Con-
clusion Severe liver injury associated with autologous hematopoietic stem cell transplantation for lym-
phoma is in low probability. Furthermore, hepatitis B virus reactivation could be prevented using lamivudi-
ne prophylaxis in lymphoma patients with hepatitis B virus infection.
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Table 1

after conditioning regimen chemotherapy (z £ s)

The changes of liver biochemical factors before and

Biochemical Before After P
factors chemotherapy chemotherapy
ALT(u/L) 24.1£17.1  37.5%39.9 -=3,233 .002
AST (u/L) 24,519, 0 28.4£25.9 —1.535 0.128
TP(g/L) 70.7%6.5 65.716.0 6. 978 <0. 001
ALB(g/L) 45.1+£4.0  41.4£3.9 8. 693 <C0. 001
TBIL(;meOI/L) 11.3£7.1 9.7%5.5 2,412 0.018
DBIL(pmmol/L) 3.3+ 1.7 3.1+1.6 1.69  0.09%4
IBIL(pmmol/L) 7.9%6.1 6.6%4.5 2.349  0.021
TBA(ymmol/L) 52%9,2 4.6+7.6 1.464 0. 146
LDH(u/L) 214.7£136.2 187.2%£90. 4 1.965 0. 052
ALP(u/L) 95.0£67.3 101.9%£55.4 —1.291 0. 200
GGT(u/L) 25.9%£22.4  47,8%47.8 —5.537<0.001
A/G 2.9%8.3 1.7£0.2 1.505 0.135
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Table 2 The comparison of biochemical factors after chemo-

therapy between different conditioning regimens(z * s)

Biochemical CBV BEAM

factors regimen regimen P
ALT(u/L) 36.7%38.9 45.5%£50.4 —0.663 0.508
AST(u/L) 28.4126.7 28.9%£17.8 —0.063 0. 950
TP(g/L) 66.2%5.9 60,6142 2.932  0.004
ALB(g/L) 41.6%4.0 40.0£3. 4 1.349  0.18
TBIL(ummol/L) ~ 9.4%5.4 13,154 —2.114 0.037
DBIL(pmmol/L)  3.0%1.6 3.7£1.4  -1.43  0.156
IBIL (pmmol/L) 6.314.4 9.4£4.3 —=2.076 0.040
TBA(pmmol/L)  4.5%+7.9 55243  —0.384 0.702
LDH(u/L) 187.7+£94.0 181.7%£37.4 0.191  0.849
ALP(u/L) 104.3£56.6  75.2%8.1 1.252  0.214
GGT(w/L) 48.4+49.1  46,3£22.9  0.101 0.919
A/G 1.7£0.3 1.9+£0.2 —-2.453 0.016
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