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DETECTION OF HBeAg-SPECIFIC IMMUNE COMPLEX

AND ITS CLINICAL SIGNIFICANCE
Ren Jianlin , Zhang Shulin, Zhu Jiang, ef al
(H epatitis Lab, First Af filiated H ospital)

Abstract A method ( ELISA) for detection of
HBeA g-specific immune complex (HBeAg/IC) using
monoclonal antibody was developed and 118 patients
with HBV infection were investigated- The results
showed that HBeAg/IC was related to HBV active
replication, could serve as a marker of HBV replica—
tion; Of 37 patients with HBeA g—negative and HBV
DNA -positive, 23(62.2%) had HBeAg/IC in their
sera, suggesting that HBeA g/ IC formation prevents

Key words

the detection of HBeAg by "Sandwich "ELISA and
this kind of patients could be still infected with wild
type HBV. It is not ture that all patients with
HBeA gnegative and HBV DNA —positive are infected
with HBeAg—defect mutant; The rate of abnormal
ALT level is much higher in patients with HBeA g/ IC
in serum than that in patients without HBeAg/1C, P
< 0.01(90.63% vs 51. 85%), indicating that the ex—

istence of HBeA g/ IC is related to liver damage-

HBV; HBeAg-specific inmunce complex; HBV DNA; nested polymerase chain reaction
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CLINICAL CURATIVE EFFECT ANALYSIS OF THE FORTIFIED

TREATMENT OF NOVOLIN TO DIABETIC NEPHROPATHY
Zhang Xingying, Ran Aiqin , Ma Liqun, et al

(Department of N ephritic Internal M edicine, Second Clinical M edical College)

Abstract

chronic renal dysfunction of azotemia stage were

35 cases of diabetic nephropathy in

treated by fortified treatment of novolin in a short pe—
riod and com pared with routine therapy group of no-
volin which was set as control . The results show ed
that the blood glucose of the patients who received

Key words

fortified treatment was controlled ideally after the
course of treatment. M eanw hile , the endogenous cre—
atinine clearance rate(CCR) rise up significantly . It
suggests that fortified treatment to diabetic nephropa—
thy can defer the deterioration process of renal dys—

function-

novolin; fortified therapy: diabetic nephropathy; endogenous



