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ESTABLISHMENT AND IDEN TIFICATION OF CYTOKINE GENE
MODIFIED ORAL SQUAMOUS CARCINOMA
CELL LINES

Zhang Qian Zhang Zhiguang

(Department of Oral and Maxillofacial Surgery, Sun Yat-sen Memorial Hospital,
Sun Yat-sen Univemity of Medical Sciences, Guangzhou, 510120)

Zhang Tengfei Hu liang Chen Shishu

( Research Center of Human Gene Therapy, Shanghai Second Medical University, Shanghai, 200025)

Retroviral vectors carrying human IFN¥, TNF-e, or IL-2cDNA respectively, packaged by PA317, were used
to transfect a human oral squamous carcinoma cell line (Tca-8113). After transfection, resistant clones were selected
by G418 and expanded into derivative cell lines. PCRand cytokine bioassays verified the integration of cytokines into
the modified cells and the secretion of relative protein products with activity by these cells. These results suggested
that oral squamous carcinoma cells can be successfully and stably transduced by retroviral vectors. The establishment
of the genemodified cell lines provides objects for studies on their biological behaviour.

Subject headings mouth neoplasms/genetics; carcinoma, squamous cell /genetics; cytokines /genetics;

transfection
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ACTIVATION OF COMPLEMENT IN RENAL
TUBULOIN TERSTITIAL DAMAGE

Jiang Tang Guan W eiming Ii Youji

(Department of Nephrology, Hrst Affiliated Hospital,
Sun Yat-sen Univesity of Medical Sciences, Guangziou, 510080)

In 1994, 84 Kidney biopsy tissues w ere studied. Deposition of immunoglobulins (IgG, IgA, IgM) and varous
complement proteins (Clq, C3, C4, C5, C6, C7, C8, C9and terminal complement complex neoantigens) in tubular
cells, tubular basement membrane and tubulointerstitial blood vessels were studied in serial sections by
immunofluorescence microscopy in order to study the significance and effect of complement activation on
tubulointerstitial damage The results showed the normal kidney tissue appeared scattered C5, C6, C7 9, TCC
neo-antigen deposition. In patients without tubulointerstitial lesion, there was no early complement protein
deposition and weak-positive deposition of terminal complement complex neo-antigen. In patients with significant
tubulointerstitial lesion, it showed persisting deposition of all complements, including early complements, media
complements and terminal complements. Complements deposition was also companied with one or more kinds of
immunoglobulin deposition at the same time. The complements and immunoglobulins often deposit at the same
segment of tubular basement menbrane. The finding suggested that there was close relationship between
complements and immunoglobulins in tubulointerstitial damage. In lupus nephritis, mesangial proliferative
glomerulonephnitis and Ig A nephropathy, early complement activiation often appeared- Also, therew as a relationship
between TCC deposition and the degree of renal tubular cells damage. Therefore, it can be concluded that
complements may be an important pathogenetic factor in tubulointerstitial damage.

Subject headings nephritis, interstitial immunology; complement activation immunology



