BB R el 2000 SFID 19 5 1 B
ZHE R ER A IR SRS T 5T B 2 AR AR T M AR i R 2 R

LR B B R 9T B A B BE B (230031)
Pek FEEX AEE OKEHE B H X W Hi4 BER

RERE HH FRFAT YT ARG (HLD) B E R RRIR . A% 125 fl HLD #ir T =
A PIBARR 41 (DMPS) 7RIS BB ACHE et i, EE TR BT L #F R EES () ifHE L
B{SCO) T (50u) & 24 /DR R (UCW) BIBW, R HIFATERE (P.SCO K SCu By#exT B BERM(P
<0.01), ZEEFEHE, AFFHEE SC0.SC BITRTE ERME P <0.05~0.00) ,iA77H Ui BRI R EIRE
(P<0.01).8 57 BB E MM UCy /7 M B EWAL(P <0.01), B3 . HID B# CP.SCO & SCu R FIER
AGEITIE P hAK, 500, SCu B1IE, DMPS BRSRIETT A R AFRR AR

$@E AERETH —FHEAESH EFFAEEA DEEEEE niEs RE

Study on The Influence on Copper Metabolism in Patients with Hepatolenticular
Degeneration Treated by Sodium Dimercaptosulphonate

Hu Jiyuan, Wu Junxia, He Zhichao, et al
Affilicted Hospital of Institute of Nerulogy . Anhui colloge of TCM, Hefei (230031)

Abstract Objective To investigate the influence on copper metabolism in patients with hepatolenticular degener-
ation ( HLD) treated by sodium dimercaptosulphonate ( DMPS). Methods  The changes of parameters of copper
metabolism including serum ceruloplasmin{CP) . serum copper oxydase(SCQ) . serum copper(SCu) and urinary copper
in 24 hours(UCu) in 128 HLD patients were observed before and after treatment with DMPS. Results  The levels of
serum Cp., SCO and SCu HLD patients wre significantly lower than those in the controls before therapy ( P <0.01), the
content of Ucu was greatly increased during therapy (P < 0.01) . After therapy, the serum levels of SCO. Scu were in-
significantly further decreased ( P <0.05~0.01) and the content of Ucu was greatly lowered afier finishing the 8 courses
of the treatment ( P <0.01). Conclusion The serum levels of Cp, SCO and SCu in HLD patients were significantly
lower than these in the controls, the level of SCO. $Cu would be lowered after therapy. DMPS could significantly pro-

mote excretion of urinary copper in the patients.
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Dynamic Study on Plasma C - type Natriuretic Peptides levels in Patients with
Hypertensive Intracerebral Hemorrhage



