
there was a rapid nuclear uptake by mononu- 
clear leukocytes. 4. DCVC did not inhibit 
incorporation of H?-thymidine in either blood 
from DC\’(‘-treated calves or in  normal blood 
incubated in presence of DC‘\7(7. .5 Abolish- 
ment of DS‘4 synthesis in leukocytes or leu- 
kopoietic tissue does not appear to be a pri- 
mary biochemical lesion through which L>C\-(’ 
induces fatal blood dkscrasia in calve.. . 
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Analgesia Enhancing Effect of Thalidoinide. (25602) 

S. c‘. Hriimrs is11 J .  1’. ALLGOOD 
I l r p i .  of Physiology ntici t ’ h a r i i i a r o l o ~ y ,  S o r i h w c r t P n z  University Dental School, Chicago 

Since it has been reported that addition 
of thalidc:mide* ( S-~ihthal!.l-glutaniic acid 
h i d e )  to the classical .‘L4T’(”’ combination en- 
hanced its clinical analgesic effect ( 1 ) ,  it was 
considered interesting to study this effect ex- 
perimentally on human subjects. 

The amount of electricity neces- 
sary to elicit a painful sensation was deter- 
mined 3 times a t  15 minute intervals before, 
and 9 times a t  20 minutes after oral medica- 
tion. The  current was applied as square 
waves of 1 msec. duration every half second. 
The stimulus was increased by 0.01 volt a t  
every impulse until the subjects indicated feel- 
ing pain. Temporal clues during this p r o -  
cedure were avoided. The method has been 
described (2.3 ) . Each of the 10 sulijects 
served for 5 experimental sessions, with at  
least 48 hours intervening between any 2 .  
Thc  sequence of medication was by “latin- 

Method. 

* “Kevadon”, Trademark of Wm. S .  Merrell Co. 

square” design and “double-blind” discipline 
prevailed. The medications, prepared to look 
alike were: A. 2 APC, = 7 gr. acetylsalicylic 
acid. 5 gr. acetophenetidin, 1 gr. caffeine; B. 
2 5  mg thalidomide + 2 APC; C. Placebo: 
I). 32 mg G d e i n e  sulfate + 2 APC; E. 
“ D r y - r ~ n ’ ~  (no capsules). 

Rcsults. For analysis, each postmedication 
threshold was expressed as its increment from 
its average premedication voltage on the same 
day. The average threshold increments of the 
10 subjects, by interval after and type of 
treatment, are presented in Table I. 

An analysis of variance. performed on the 
detailed aggregated data (of which Table I is 
a summary).  is summarized in Table 11. This 
analysis compares the net (or average or areas 
under the curve) increments following each 
treatment, in terms of variance attributable 
to subject-treatment interaction. No signifi- 
cant difference was found between the average 
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110 
4i) 
60 
80 

100 
120 
140 
160 
180 

Total 

6.0 .Y .2 3.9 .:; 
7 . 2  9.1 2.9 7 . 3  1.1 
5.7 12.0 2,G 10.2 1.2  
8.1 10.9 4.8 10.8 1.4 
6.7 7.0 4.G 8.2 -.2 
5.1 8.2 2.0 8.7 -.I 
3.5 :3.5 3 .3  6.9 .i 
2.3 4.li 1.5 5.0 1.2 
-.1 3.0 ,6 2.9 I .8 

44.8 59.2 20.5 6 3  !f 7.4 

postmedication increments which followed the 
clolntrol treatments C and E. 

No significant difference was found between 
the average increments which follo~wed the 3 
treatments: A, B, and D. However, incre- 
ments of the 3 treatments (A, B, and D)  were 
significantly (P< .01) greater than the con- 
trols ( C  and E) . 

TABLE I I. Sumiri:iry of Aiialpsis of Variance. 

Source f i w d o r n  square ra t io  
i L  l l l  Degrees Meaii P 

Stlllj ec t s  9 
T' rea tiii err t s (4) 

Coiitrols ((2, E )  1 
Treats. (A, E, D) 2 
('ontrols c s  t reats .  1 

Subj. x trc;1ts. :3 (i 
rlltervais 8 
SUBS. x iiitcrvnls 72  
7'rC;ltS. x " .a Y 

FGr si (1 u:i 1 288 

"'2 

3 3 3 . 3  9 ".9',' 
(667.33) 4.41t 

95.34 .63 
11 0.03 .73 

2 :3 53.8 (i 15.67t 
15 0 .2 0 2.811 
1 GS . 7 0 5.09 1 
33.1 4 .63 
36.(14 .ti8 
5 2 .Y 3 

' P <.05. t P<*O1. 

Since it is apparent in Table I that tinie- 
response characteristics were not the same 
after each treatment, a separate analysis of 
variance was performed on all the data avail- 
ble within each postmedication interval. 

The results of these comparisons of particu- 
lar interest here are those which relate the 
increments after one compound to another. 
The only statistically significant differences 
obtained ( P  < .OS- .Ol)  indicated that the 
threshold was elevated above the dry run by 
APC + thalidomide (B)  from 40 through 
120 minutes after ingestion and by APC + 
Codeine ( U )  from 60 through 140 minutes 
postmedication. Increments after these 2 
combinations ( B  and D)  were significantly 
superior to placebo (C)  induced increments 
a t  the 60 and 80 minute observations. 

Conclusion. Because 2 APC + 25 mg thal- 
idomide or + 32 mg Codeine sulfate elevated 
the threshold to experimentally induced pain 
of 10 human subjects above threshold incre- 
ments which followed placebos or no treat- 
ment while 2 APC alone did not, it  is con- 
cluded that the analgesic potential of APC is 
enhanced by added compounds in the quanti- 
ties employed. 

1. Abenhardt, LV., Die Medizinische, 1959, Sr. 30, 

2 ,  Harris, S. C., J .  Chronic Dis., 19.<6, v4, 5 2 .  
3 .  Harris, S. C., Blockus, L., J .  Pharm. and Exp.  

3x. 

Therap., 1952, v104, 135. 
~ ~~~~~~ 

Received December 2 ,  1959. P.S.E.B.M., 1960, ~ 1 0 3 .  

Survival of Dogs Following Section of Carotid and Vertebral Arteries.* 
(25603) 

DONALD F. M. B U N C E ~  (Introduced by S. R. 14. Reynolds) 
Dept .  of Anatomy, U&ersity of Illinois College of Medicine, Chicago 

The functional effects following acute ar- 
rest of the carotid and vertebral arterial blood 
WVlY to the brain aroused the interest of 
Several investigators during 19th and part Of 

Grants RG 4728; HTS 5266. 

present century( 1-7) .  Effects of deprivation 
of blood flow by these routes have been ob- 
served in animals, including horse, dog, cat, 
rabbit, monkey and goat( 2,8,9). ]\:ith few 

* This investigation suppcrted by U.S.P.H.S. exceptions( 1 , 2 ) ,  these experiments were acute 
in nature, the animal either succumbing, or 

t U.S.P.H.S. Trainee in Anatomy. sacrificed soon after its termination. The 


