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Abstract--A retrospective analysis of treatment results from 2870 patients, with various
chromic degenerative and age-associated diseases, who were treated with di-sodium magne-
sium EDTA chelation therapy, sugeests that the case against EDTA Chelation Therapy should

be re-opened.

Using gqualitative but never-the-less standardized criteria for improvement, our analysis shows
that EDTA Chelation Therapy resulted in “marked” improvement in 76.8%% and “good”
improvement in 16.56% of patients with ischemic heart disease; alse, “marked” improve-
ment in 91% and “good™ improvement in 7.6% of patents with peripheral vascular disease
and intermittent claudication. In a group of patients with cerebro-vascular and other degen-
erative cercbral diseases, 24% had “marked” improvement, and 305 had “good™ improve-
ment. OFf four patients with scleroderma, three had “marked” improvement and one had
“200d” improvement. Seventy-five percent of all of the patients had “marked” improve-
ment in “geriatric symptomatology of vascular ongin®™,

The authors recommend renewed study of EDTA Chelation Therapy. The possibility of a
“tomato effect”, i.e., a drug which works, but the majority of physicians beheve that i
doesn't work, needs to be ruled out. A faverable climate needs to be created, in which
FDA-approved studies of its usefulness in treating peripheral vascular disease can take
place.



Deferoxamine Therapy in
High-Ferritin Diabetes

FALIL CUTLER

Serum ferritin and tfabetes central weara
evaluaten ir 18 while patienis with pooarly
contralled type Il (non-insulir-dependent)
d ghetes wha had no known causes of lron-
zlorage digorder. Serum ferritin levels wese
tound 1o be elevated with normal serum iron
and tolal iran-binding capacity in 2 of tha 18
patients studied. Because excess iron, tyoi-
fiad ay hemocnromatosig, 15 assaciated with
diapetes, and digpetes has been shown ta
improvea after lowering total-bady iren load
through repeat veneseciicn, | invasligaled
wnether regulating elevated farritin levels
could facilitale dabeles contrel
Defergxamine [OFQ). 8 known specific ch-
glatar of iron, was usec oecauss of its ca-
pacity o correct excess iron storas. All B
patients in the digh-ferritin dizbetic graup and
7ol B diabetlic contrzl subjects with normal
serum ferritin laveis wera givan GFO (10ma!
kg i) twice weekly, Diabetic contral. fast-
ing glucose trigivearide choastarcl, HDa
and serum ferritin levals were monitored.
Ceta shaw thatl lowaring elevaied ferritin iev-
=iz parrelated well with diabstes cantrol and
mproved fasting glucasse, triglyceride, and
HbA in 8 of @ pelients with high fareitin law-
els. Lowering narmal ferritin lavels hed ra
effect on diabales conirel ar an any of 1he
othar parameters in the 7 control subjscts.
This study shaws there 2 a neod 1o study
iror metabolism in poarly zontrolled diaba-
tes and demansiraled the value of DFC in
contrelling high-farstin diabatas. Diabetss
2E207-10. 1880

aw

Address cerrssacrdsrcs ard reorl raguesss o Paul Colles, kDL
LU vrurge Edrmes, U B4, Willeweszla, Taeols Dalaris M2
LR TIEHEY

Rasaivad far piub cabar 24 Sotobor 1828 and accspied in re-
yISeo rarm G May 1388

CVADCTES WO 38, DOTORER 53

EI'.'.-EEH- ircn slorage as a rasull of
nemeochromatosis (HCT) is sirongly assogci-
ated with diabates, and digbeles has baen
shown to improve when body iron siores are
lgwared through repeal venezaclion. Serum
ferritin is a recognized measure of siored
iron. Elevated serum ferritin lavals wearg
found in 9 of 18 patients with paary con-
trolled type | {non-ingsuiin-dapandent) diaba-
tes being treated with either insulin or oral
hyoaolveamic agenis. The serum iren and
total iron-hinding capacity (TIBC) wara nor-
mal in all zatien:s, After known causes of
HCT wera ruled ol 1 became apparent tnhat
this group had &n unusual form ol
iron-ztorage disease, and the hypothesis was
then raised thal the poor diabetic contral in
thiz group was due fo incressad body iron
lewvaiz sirmiar to thal seen in diopathizc HCT.
An attermat to achieve bellar diabates con-
trel by lowering serum igrritin wes undar-
taken. The crly manifestation of iFon-storage
Excess in this group, unlke inidiopatine HCT.
was alavatac sarum farritin leve's.

Cetercraming (DFO) is & known spacific iran
chalator ard has been dsed 1o manage HCT
when contraindicatians o phlebotamy exisl.
It was used i his group 22 @ means of ow-
ering ferritin anc o ses il digbelic conlrol
oouid Be improved wilhoul rescrting 1o repeat
phoegatamy, Another rationate far DFO
therapy is that it may have other beneficizl
actiors relating ta its ability to aller frea rad
cal paithology ana ligic peroxidation, fastires
that acour in conoidions of iron overload.



