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Tab.1 ALT and TBil in recipient rats in each group 1 week after liver transplantation

ALT(IU/L) TBil(umm/L)
S Mean+SD 95%Confidence interval Mean+SD 95% Confidence interval
Contol 10 2590 138.1 161.1~358.7 17.4 13.7 7.6~21.2*
Dex 9 2939 949 220.9~366.8 293 18.0 15.4-43.2
SPC 9 4338 1232 339.1~528.5° 51.7 234 33.7-69.7°
Dex-SPC 8 7170 1785 567.8-866.2* 90.2 25.3 69.1~111.4*
Blank 9 2011 603 154.8~247.5 3.0 24 1.2-4.8°

*P<0.05 vs control, Dex, SPC ; “P<0.05 vs control, Dex ;* P<0.01 vs control, Dex, SPC, Dex-SPC, blank
ALT: Alanine transaminase; TBil: Total bilirubin; Dex: The group treated with dexamethasone; SPC:
The group treated with spleen cells; Dex-SPC:The group treated with dexamethasone and splee cells
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Tab.2 Survival period after liver transplantation in each group

Group n Survival period (d) Mean (d)
Control 10 1L18.4047>7T0(x2),>71(x2),>96,>97 698
Dex 10 9,15,18.26,29>38 =68, >69>87>99 56.2
SPC 10 10,13,14,15294047 >37(x2),>38 299
| 0.5 (death for surgical reasons), 15.3
Dex-SPC + 10,11,12,13,15,16,17,>18,>22
]
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K1 SRR EEA S A2
Fig.1 Curve of the recipient survival time after liver transplantation in each group
Pooled over strata(P<0.05); Pairwise over strata, D vs A, B(P<0.05)
A: Control group; B:The group treated with dexamethasone; C: The group treated with
spleen cells; D: The group treated with dexamethasone and spleen cells

B2 AR U, A2 SRR O (HE,  JUSCRIE R X 132)



Fig.2 Histopathology in control group showing light acute rejection 1 week after
orthotopic liver transplan— tation(OLT) (HE, original magnification: X132)

K3 ARG, Dex4d 224 RISk b BEHE R N (HE,  JUBCRAEE: X132)
Fig.3 Histopathology in Dex group showing moderate acute rejection 1 week after OLT
(HE, original magnification: X132)

K4 HBHEARELE, SPCAREVEREA RN, F4IMm FoRI i Jail/s (HE, 58K
58 x132)
Fig. 4 Histopathology in SPC group showing serious acute rejection 1 week after OLT,
with less extensive hepatocyte necrosis (HE, original magnification: X132)

KI5 HBMEARSG L, Dex-SPCAH R SMETAEHF N, I R 2 . iR (HE, JRiK
KAEH: X132)

Fig.5 Histopathology in Dex—SPC group showing serious acute rejection 1 week after

OLT, with less extensive hepatocyte necrosis (HE, original magnification: X132)
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