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Expression of Bcl-2 and Bax in renal tissues of patients with hepatitis B virus-associated glomerulonephritis
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Hospital, Second Military Medical University, Shanghai 200433, China)
[ABSTRACT] Objective: To investigate the expression of Bcl-2 and Bax in renal tissues of patients with hepatitis B virus-
associated glomerulonephritis (HBV-GN). Methods: Twenty HBV-GN specimens with complete nephrology data and 10 normal
renal specimens were randomly chosen for the present study. Cell apoptosis was detected by means of terminal deoxynucleotidyl
transferase mediated d-UTP nick end labeling (TUNEL) and the apoptotic index was calculated; immunohistochemistry was
used to detect the protein expression of Bax and Bcl-2. Results: The apoptotic index in HBV-GN group was obviously higher
than that of the control group; the apoptotic cells were mainly distributed in the proximal and distal renal tubules and the
collecting duct epithelial cells, seldom seen in the glomerular cells. The expression of Bel-2 in HBV-GN patients was
predominately present in the renal tubular epithelia cells (positive in the plasma, membrane and nuclear) ; the expression of Bax
was found in both glomerular cells and renal tubular cells, mainly in tubular epithelial cells, seldom seen in Bowman’s capsule
or glomerular mesangial region. Conclusion: Apoptosis in the kidney of HBV-GN patients mainly occurs in the renal tubular
epithelial cells; expression of Bax and Bel-2 is mainly in the renal tubular epithelial cells, suggesting that the injury of tubular
interstitial damage may be one of the important factors for the development of HBV-GN.
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1 XTER4F HBV-GN A'E AL HMATHER
Fig 1 Apoptotic cells of renal tissues in control group and HBV-GN group( TUNEL)
A :No apoptotic cells in glomerular cells in control group( X 400) ;B: No apoptotic cells in tubular epithelial cells in control group( <X 400);C:
More apoptotic cells were seen in renal tubular epithelial cell than in glomerular cells in HBV-GN group( X 400) ; D; Apoptotic cells in Henle’s
loop and collecting duct in HBV-GN group( X 200)
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Fig 2 Expression of Bax in renal tissues in control and HBV-GN groups( Immunohistochemistry, X 200)
A:Bax was negative in glomerular and tubular epithelial cells in control group;B: Expression of Bax in Bowman’s capsule and mesangial region

in HBV-GN group;C: Expression of Bax in tubular epithelial cells in HBV-GN group
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Fig 3 Expression of Bcl-2 in renal tissues in control and HBV-GN groups( Immunohistochemistry)
A':Bcl-2 was negative in glomerular and tubular epithelial cells in control group( X 200) ; B: Expression of Bcl-2 in glomerular cells in HBV-GN
group( X400) ;C: Expression of Bel-2 in tubular epithelial cells in HBV-GN group( <X 400)

[5] Qiu L Q. Sinniah R, I-Hong S. Downregulation of Bcl-2 by
5 % X o
[J :l podocytes is associated with progressive glomerular injury and

[1] Carrizo L C, Ruete C M, Manucha W A, et al. Heat shock pro- clinical indices of poor renal prognosis in human IgA nephropa-
thy[J].J Am Soc Nephrol,2004,15:79-90.

[6] Ortiz A, Lorz C, Catalan M P, et al. Expression of apoptosis regu-

tein 70 expression is associated with inhibition of renal tubule
epithelial cell apoptosis during recovery from low-protein feed-
ing[J]. Cell Stress Chaperones, 2006,11:309-324,

[2] Chien C T, Lee P H, Chen C F, et al. De novo demonstration

and co-localization of free-radical production and apoptosis for-

latory proteins in tubular epithelium stressed in culture or following
acute renal failure[ J]. Kidney Int, 2000, 57 969-981.
[7] Sharland A, Shastry S, Wang C, et al. Kinetics of intragraft cyto-

L . . . . ) kine expression, cellular infiltration, and cell death in rejection of re-
mation in rat kidney subjected to ischemia/reperfusion[]J]. ] Am

Soc Nephrol, 2001, 12.:973-982.
[3] Deng CL, Song X W, Liang H J,et al. Chronic hepatitis B ser-

nal allografts compared with acceptance of liver allografts in a rat
model: early activation and apoptosis is associated with liver accept-
ance[ J]. Transplantation, 1998, 65; 1370-1377.

um promotes apoptotic damage in human renal tubular cells[J]. [8] Yang B. Johnson T S, Thomas G L. A shift in the Bax/Bcl-2 bal-

World J Gastroenterol, 2006, 12:1752-1756. ance may activate caspase-3 and modulate apoptosis in experimental
[4] Kang B P, Urbonas A, Baddoo A, et al. IGF-1 inhibits the mito- glomerulonephritis[ ] ]. Kidney Int.2002, 62:1301-1313.

chondrial apoptosis program in mesangial cells exposed to high glu- [KFmBEH] 2007-03-14 [fEEIEHE] 2007-04-05

cose[ J]. Am ] Physiol Renal Physiol,2003, 285:1013-1024. [Ax4iE] H #



