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Variation of HBsAg in the Nature History of the Chronic Hepatitis B Virus — infection. Xu Mei, Wu Jinming, Fu Beibei et al. Wenzhou
Medical College, Zhejiang 325000, China

Abstract Objective This study aimed to determine the changes of hepatitis B surface antigen and its correlates with HBV DNA
levels in the natural history of the chronic hepatitis B virus infected patients. Methods According to the natural history of HBV - infec-
tion,205 patients with chronic hepatitis B virus — infection were classified into immune — tolerance group (IT, n =53), immune - clear-
ance group (IC, n=60), low — replicative group( LR, n =52) or HBeAg — negative hepatitis group (ENH, n =40) phase. Serum HB-
sAg levels were quantified using the Roche electrochemiluminescence assay, serum HBV DNA was measured by FQ — PCR, serum ALT
and AST were determined using the IFCC. Results Serum HBsAg levels varied significanty between patients in different phase of persis-
tent HBV — infection (P <0.001). The median HBsAg in IT phase was 10791U/ml, in IC phase was 2005.5IU/ml, in LR was 52761U/
ml and ENH phase was 59231U/ml. In the natural history of HBV — infection, the serum HBsAg levels was gradually increased. Serum
HBsAg and HBV DNA in both of the IT and IC phase had strong negative correction (IT, r= -0.452 P=0.001; IC,r= -0.455 P<
0.001), but in the LR and ENH period, there were no significant correlation (LR,r =0.241 P =0.086; ENH, r= -0.069 P =0.633).
Conclusion During the natural course of HBV — infection, there was significant difference in the median levels of serum HBsAg. From
IT to HBeAg - negative hepatitis, the concentration of serum HBsAg showed an increasing trend, while the HBV DNA concentrations were
on a decreasing trend. Although in the phase of IT and IC there was strong negative correlation between HBsAg and HBV DNA, but in
both of the LR and ENH phase there was no significant correlation between them. Therefore, in clinical practice, whether instead of quan-
titative detection of HBsAg in patients with CHB in HBV DNA as a monitoring condition indicators still required further study.
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Treatment Results Analysis of Advanced Esophageal Carcinoma Underwent Intensity — modulated Radiotherapy Concurrent with Chemother-
apy. Chen Jungiang, Chen Ming,Lin Yu, et al. Department of Radiation Oncology, Fujian Provincial Cancer Hospital , Teaching Hospital
of Fujian Health College, Fujian 350014 ,China

Abstract Objective To analyze the treatment result and toxic side — effect of intensity — modulated radiotherapy (IMRT) concur-
rent with chemotherapy versus conventional radiotherapy ( CRT) concurrent with chemotherapy for advanced esophageal carcinoma
(EPC), and to probe the value of IMRT concurrent with chemotherapy for advanced EPC. Methods A total of 200 advanced EPC pa-
tients underwent radiotherapy with chemotherapy between January 2008 and December 2011, and they were divided into two groups at ran-
dom with matched pair technique: 92 patients of IMRT concurrent with chemotherapy (IMRT group) and CRT concurrent with chemother-
apy (CRT group). Results The effective rates were 96.7% in IMRT group and 85.2% in CRT group respectively (P =0.005). Three
year overall survival rates, local region relapse — free survival rates and progression — free survival rates were 63. 6% versus 38.9% ,
68.7% versus 41.2% and 56.2% versus 30.8% , which memt that IMRT group was better than CRT group (P <0.0001). Compared
with CRT group, IMRT group reduced metastatic rates of regional lymph nodes, recurrence rate of primary tumor — bed and overall relapse
and metastasis rates (P <0.05). But distant metastatic rate and toxic side — effect had no significant difference (P >0.05). Conclusion
IMRT concurrent with chemotherapy (taxol plus platinum) could markedly reduce regional recurrence, and could improve overall survival
rates, local region relapse — free survival rates and progression — free survival rates.

Key words Esophageal neoplasms ; Intensity — modulated radiotherapy ; Conventional radiotherapy ; Concurrent chemotherapy ; Progno-

sis; Side effect
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