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Fig. 4. a~The results of areorbic moid therapy in the case of xanthoms tuberosum Oeeeribed
1 the text. The piclures were taken (A) before apd (B} aluer 5 months of therapy.

Fig. 4 illustrates the results of ascorbic avid
therapy in a male of 30 suffering from xanthoma
tuberosum and a myocardial infarcticn. No study
was mace of this patient’s zrteries because of
technical difficulties. Successful therapy of
xanthomatosis has been reparted in a ease of
mvxcetdema after administratian of thyroid and
a low cholesterol diet™
-heparin therapy.®

SUNMMNARY axD CONCLUSIONS

I. The problem and the importance of study-
ing atherosclerosis objectively during life are
outlined and serial arteriography is suggested as
8 method of study, :

2. Evidence is set forth to indicate that famoral
and popliteal arteriography is 8 useful means of
estimating the degree of atherusclerusis Ekely to
be present throughout the body.

8. The method of serial arteriugraphy is de-
seribed,

4. The development of thrombosis, collateral
vessels, recanalization of thrombi and post-
stenotic dilatntion distal to a plague ir discussed.

5. Both progression and regression of plagues
are observed to oceur over relatively short
periods of time. Progression and regression did
not co-exist in the same cages du.nng ane peried
of observation. ]

8, Various forms of therapy in atberosclercsis

are ‘mentioned apd some of them discussed
Serial a.rtenog:mphv is mgge:ted as 8 means of
assessing therapy. S

'?' The rat:onale fur ascorbm acid therapy is

and 15 said to follow

=)

briefy ocutlined as based upon previous studies
of the pathogenesis of atherosclerosis.

8. Preliminary resulis of ascorbic acid therapy
in human atherosclerosis are encouraging.

REFERENCEE

43; 117, 1353,
13al

BoyElE. H. G, A4, L. &, Arch. Gphth,,
W, G, O Canad M_ A& J., BT B0,
Ihew, DL T - Bet, 3 J.. 20 164, 1923,
LiNDBOM., A Aota radicl, Supp., BO: Stockhoim, 13500
Worig, G, C.; Tanad M 4 J., 7O: 1, 1954,
fder - Tanad. MoeAd, J. 77 E64, 185
HorLICE. Lo anp Dor, G Lo A M A Arch. Falh,
B7: 4835, 1934.
. Bpvana, M., Davibhsex, J. D anm Krexoatz, F. B¢
A Af A Arch, Path 51: DMER. 1351
9 WILENSE. 8 La AT o Path., T35 T3, 1T,
19, Lant, A, Lamorre, M. axn Lavorre-Darriloy, 5.
Buli. et mrm., Soec.'mod. hop., Paria, p 435 1548,
I, Trexer, H. B.: J. Exper. Med, 58: 116 1333
12, Urr-:r:ﬂnm E axr BrRUGER, M.: Circulation, §: 470,
1552,
12, Duerr, G L ane Patnwe, T. P. B.. J. Frper Hed, 22
245, 1850,
14 Homrrex, 1o aND Do, G Lot 4. M, A,
B7: 417, 1354,
RATE, L. ™. aND ETAMLER, 1@ Expenmental Athero-
aclercais, Charlea C. Thomas, Springfield, T, 1851,
1%, PA.I;M"I_ T F. B. awn Duorr, G. Lo Qirculation, I 471,

B m e

Areh. Path.,

-
=

.+

17, Wmas, G, C.; Conad M, A, J.. 8- 17, 1353
1% Dcorr, G 1. drch. FPath, 2: 253, I33E,
1%. BrowH, H. W. 5. AMD RYKERT, FHL K. : Conad M, L J.,

T e17, 135%

20 Galx, E.'T. awn TEEWLIs, M. W.: Geruatrics, B I,
A 1958,

M, Wouns, & & Pr Eoy,
y Connde prEL, 1'17;-‘;‘ oy lCdﬂ. Fhya. &4 Ewrg. »f

(8% Wolls, G. C. Avp FisEMAN, R C'nnad. M A J In
',r'- Prans.

2I. Ascwarr, L. ! Lacin on Pathology, P-,nl B Howber,

e Hew York 1Btk o? "

. Bxixe, R. R, Burcm, H. B. S-u.«nm Ia

,./ VENKITASURRAMANIAN, P, A AMI ¥imo, & G.:lz

. dm Chem Boc, T8t 30720, 1353,

15, FarLx J. W TaTLOR, T, v
A,I'nva:—t::ﬂ ““.Jil{n A T B L 4 Ul

f‘."!‘ona:‘cnm, E. N. Roasing, B O iWp MCINosE,

d. A J. Nultnlion, Z1: 309, 1042

r.*_.au,;‘l“i_uc. J.I.LJMLDM‘HM [ 1]
2, Encrynens, H. avm Magsaarn, T, B, : Quottn; [ p-eumnl
;:Emunimﬂm off G-ufm:l.n, JII. .ﬁ M, Boi, T%: 14,
Q\mL{meHosmeMmtrul Lt

il o



