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STUDY ON UNRESECTABLE HCC TREATED BY INTROPORTAL
ADMINISTRATION OF OKT 9-ADM CONJUGATE
IN COMBINATION WITH HAE

Chen Yajin Ou Qingja Chen Jishen Luo Baoming

(Sun Yat-sen Memory Hospita, Sun Yat-sen University of
Medical Sciences, Guangzhou, 510120)

Fifteen patients(group one)with surgically proven unresectable HCC were treated by introportal injection of
OKT 9-ADM conjugate in combination with HAE. For the sake of contrast, ADM w ere administrated intraportal-
venously for another ten cases (group two). The results showed that the ADM concentration in the portal flow in
group one was obviously higher than that in group two. Of two patients in group one tumor thrombus was found to
be necrosis by the fine needle biopsies under color Doppler ultrasound guidance. Our observations suggested that in-
troportal administration of OKT 9-ADM conjugate was safe and effective for unresectable HCC especially for treating
tumor thrombi in the portal vein. The long term effect of this treatment has yet to be investigated by controlled
studies.

Subject headings liver neoplasms/ drug therapy; antibodies monoconal/ therapeutic usg receptors transfer-

rin/ immunology; doxorubici/ therapeutic use
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CLINCAL FEATURES , SUBTYPING AND GENETICS OF CHINESE
PERONEAL MUSCULAR ATROPHY PATIENTS

Chen Rong Liang Xiuling

(Department of Neurology, First Affiliated Hospital,
Sun Yat-sen University of M edical Sciences, Guangzhou, 510080)

The clinical features of 52 patients from 46 families with peroneal muscular atrophy ( Charcot-Marie-Tooth dis-
ease) were analysed. Among them, 25 patients (from 20 families) were hereditary motor and sensory neuropathy
(HMSN) type I, 9 weretype Il. The average age-at -onset was 12.7 years with HM SN type | earlier than ty pe
II. Al patients presented with predominant muscle weekness and wasting in the lower extremities. The sensory
loss decreased or lost ankle tendon reflexes pes caves were found in 44. 2%, 100%, 69.2% patients respectively.
More HMSN I patients exhibited sensory loss than HMSN I . 42. 3% patients had elevated serum muscle en-
zymes. Positive family history was found in 47. 9% patients with 12 families inherited in autosomal dominant
form, 4 families in autosomal recessive, 4 families in X-linked recessive.

Subject headings Charcot-Marie -Tooth disease; Neuropathies hereditary motor and sensory



