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Abstract: The EGCs were proliferated and labeled with 5—bromo-2-deoxyuridine (BrdU), then transplanted into the acute damaged liver by
CCL4 through tail vein. 2 and 4 weeks later, the liver was extracted and 10pm—cryostat continuous sections were obtained. The existing and
differentiation of the transplanted cells were identified by immunohistochemistry, immunoflorescence double staining and PAS histochemistry
for BrdU and hepatic—specific albumin (ALB), and the glycogen. The BrdU positive cells were found in the chronic damaged liver, some cells
were BrdU and ALB double positive and PAS positive staining , the structures of damaged liver were also significantly improved. We
demonstrated that the transplanted EGCs could be incorporated into the chronic damaged liver and differentiated into hepatocytes in this
microenvironment, and its transplantation also could compensate for chronic liver failure. These results suggest that EGCs can be used for

potential cellular hepatoplasty to treat damaged liver.
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Fig. 4 2 weeks later some damaged hepatocytes of the
model mouse livers(x400)
Inflammatory cells in the model mice liver still could be observed.

(x400)
Fig. 5 4 weeks later the liver of the damaged
model mice(x400)
Nearly normal showed by HE staining.
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Fig. 6 The transplanted EGCs with a large BrdU positive
brown nuclear (x400)
They were observed in the receptor liver in 2 weeks stained by

immunohistochamistry.
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Fig. 7 The livers transplanted with EGCs for 2 weeks
The double positive cells (4 )with BrdU (red colour) and ALB (green
colour) were observed with immunofluorescence double staining , some

cell were BrdU single positive ().
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BrdU ) 2w .
Fig. 8 The livers transplanted with EGCs
for 4 weeks (x400)
The hepatic differentiated cells with large round BrdU positive nucleus (1)
in the liver with EGCs transplantation for 4weeks were less than that for 2

weeks.
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Fig. 9 The hepatic lobule with EGCs transplantation
for 2 weeks (x100)
They were clear. Fiber hyperplasia disappeared. Inflammatory cells were a

few, but some hepatic nucleus were large and the chromatin were scatter.
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10 4 W (x400)
Fig. 10 The hepatic lobule with EGCs transplantation
for 4 weeks (x400)
They were clear, but most hepatic nucleus were still large and the chro-

matin were scattered.
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Fig. 11 The glycogen particlein the liver with EGCs
transplantation for 2 weeks (x400)
They were dark staining and enplaque aggregation by the PAS staining.
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Fig .12 The glycogen particles in the liver with EGCs
transplantation for 4 weeks (x400)
They werelightthanthatfor2 weeksand finegranulous by the PAS staining.
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Tab. 1 The changes of hepatocytes and BrdU positive

cells in the damaged liver treated with or
without EGCs transplantation

BrdU
( /mm?) ( /mm?) ( /mm?)
197.5+£7.8

C-C2W 86.0£5.2 *A
C-C4W 124.546.5 *¥¢ A
C-T2W 60.0+6.5 50.0+3.5 116.9+6.5 *A
C-T4W 36.5+5.1 52.5+42.9A  144.4+6.2 *3¢ A
¥ , P<0.05; ¥¢ 2W ,P<0.05;
A ,P<0.05,
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Abstract: The better index of air temperature that can be used to distinguish the epidemic area from non-epidemic area of schistosomiasis
using Geographic Information System (GIS), and the potential impacts of climate changes on the spatial distribution of schistosomiasis, were
studied. The result shows that Oncomelania Hupensis has the possibility to move north if the other conditions that affect the survival of

Oncomelania Hupensis meet, with the global climate warming and the carry—out of south—north water transfer project in China. Global climate

warming will cause great challenges for the schistosomiasis control and the distribution of the Oncomelania Hupensis in the future.
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