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]n the llterzt~e arc statements to t~e effect that t~e introd~ctlon into sen~t~ed anlma~ (while mice, 
g ~ e a p t g ~ , : a b b i u ,  dean) o~ ~scc~bic acid will e~tl~r coinpletely protect them from anaphylactlc shock, or will 
ma~zdl~ ~tard its ~k~-elop~.x'nt ~4,5,C, atnd othenL A whole series of  ~utbor~ ~ e r t  O~at during tbe p~rk>d of  
~f~n~t~zat~ ~ll bo,~y ~epo.U of ~cc~bic acid (in the futu~ ~signated A:~.) are cy,~,a~tcd and that sy:tematlc 
s ~ t ~ a t i ~  vf ~,Se ~ a n ~ r ~  wi~ ane~. ic  acid, before t~e fnt tod~tion of  the decisive. ~.~e o! antigen, will pre- 
serve the a~,m~i% life even ~.t~en tt~c h~jected 6~..~ t~ ~vcr-~l timc~ larger fl,an tt~: ot~e ~.'~ally lethal. Other 
invcRt~atot$ zt,~ ' t t  that AA e~ctt~ only a "Pettifog* ~.~i.~ock ~ffcct ~nd that Its ~nfl~e~<e is in,~pcndent of  the 
~ . ~ t  of AA |n t~e t, rglals~,~, its hal,lace ot degree of so~turation. Thc~e obvzrver, mai~tai~ that onset of  ~i~ck 
can W pre~nte~ by the me of AA o~ly wh, n it i~ i~cd 18-45 minate, before-intro,!icing the reacting ctose of 
, t ~ i s e ~  an~ t.~at anticipatory ~tut~tion ~,ith t~m vitat~iin or its intro~uction 2~ - 3 houri (2o0-300 mg dose of 
A/~) previ~4si}' h ~  *~ effect upon the s~b,c~,ent a~a#~)'l~ctic reaction. T ~ r e  ar~ studies accot~2tng to which 
AA ~a~ no dc~tx~*tizit~ ?top~:,nic~ an~ bat no i~fluenee uport the ~evelopn~ent of  the Arthur-Sakharov # n o -  
m e ~  in a.~fmzLt. r if it does ~id ~i~eqt;~ltly in the p.aiod of t~i~e ~efect rc~air [3k  Thcrq are even some 
s~vd~es [l} which se6m to indicate that prclhifi~'.aty iajcctio~a of AA accent~,~t~ the shock response to the antigen 
in)ecticm an cc~tratred with eontrol~. A|l.the~e contradictiom mean that A~ fT~et~bolis~l within hhe organism 
d~ir~g sensitization and anaph)-lactic ~hock has not been adequately studied and tt~is is the reason for the con-  
f]ictmg views, tt must be no~d that clinical ob~ervatiom seem to indicate that AA aids in removing alierglc 
r~actiooa. For example, i~f]ammatory atMrgic re,por~se$ seem to be counteracted by internal administratioo 
of AA; the therai:~utie effect o;  AA with ,c~therapy agai.'lst diphtheria is well de~csibed, ai well as its u ~  In 
hay fever and brcmchial aschm,. Along with other substances, AA is recommended in tzaumattic ..hock (I. P. 
Pet',X:~). it is at r of the antis,qock ~olufion of B. K. Kulagtn, and so on. For all these reasons a more 
fi~nSamer.tal ~tudy of the indicated problems hat both a theoretical and a ~acUeal  interesT.. 

[a tSe prevent study we vet m~r~elves ~ :  problem of examining what effect ~entitization and anaphylaxts 
has upon AA metabolism ~ad th~n o~s~tvhig what effect loa&ng t ~  c, ga.~[z~ ",,-~t.", Lt'A~ ;'**tam~ ~a~. uT..~ t,t'~ 
~ n i f e ~ t t o n ,  of  a~phylatctic shock. In additicm. AA dynamics were traced in eaves of  shock adsing from pep.- 
tides, trauma, transfusions wid~ antagordsdc blood, and fatal electric shock. We al~o foilowed through in o~- 
~erving what atterztiom in blood AA levels occurred during shock sta~et when vartom portion| of  the nervous 
sy'smm were s~mulated;. The expeflmentaI animals were dogs {27 Of them). 

EXPERIMENTAL METHODS 

After maintalrdng the , ~  on a standard diet for three weelr ~helrblood AA l~vcls were followed few a 
similar length of time, using the Indophenol method for the reduced form of  AA and the hydrogen mlflde 
rr~:hod of $. D. B~lJkhov and L. A. Ka:hchewkaya for th~ d e h y ~ f o r m  of AA, The animals were then semi.. 
sized to normal hor3e serum by using 0.5 r of the serum per 1 kg ~eight for 3 days, while continuing observa- 
tion of their AA leveLL On the 19-21st day after semitlzatlo~ the reatct/ng dofe of  antigen (calculated gt 1 cc  
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of norn.al l~se  ~erum pt:r 1 kg of weight) war tmroduced. Tile arterial blood lm'ctsure and r~spiratlo~t of  ttm 
an|lnal was tecotdcd on a kyrnogtaph.. TI~ AA leveLl we-re determined by taking blood from both the femoral 
artery and vctn bernie tim lnt:oduction Of the t~ dose o4" antigen, a t th~ helgt~t of  slat:k, within 20-30 
mlnmes , after 1 l~m. 2. 24, 4F! and 72 hount. The AA load and oltw.r special fmdtvtdual experlmettts are de-  
tailed below, 

E X P E R I M E N T A L  RESULTS 

Out data sc~med to show a ~:ndcncy of  ! ~  A^ lcvels to drop during file period of  scnsitizalJon, but s imi-  
lar fluctuations In bk~J  levels of  AA were ~ccn in the c o . t e l  antmsls during d~c same 21 .Jays. It follows that 
no characteristic changes in blood AA te,.*b could be said to have definit ively been observed. 

when the reacting dose o f  antigen was |ntroduccd into the sensitized clogs, the AA content of the blood 
sho~ted definite changes. In the flrtt 1-3 minutes of tJ~ appearance of st~ock and at its t~:ight the AA l~rel 
fell, subsequently rising to hclghtt excccdlng by scr fold the original base level. In individual Imtancet 
shock induced a ixolortb~d drop in AA levels, d~n~ still r~ot being a r~tum to base level even after 72 hours, 
The succeeding ~rJc$ of ohter~attom were made on 6 semitized dog~ of which 4 received, d~ring the 7 da),l 
prccedlng tl~ int:roJuctlon of the z,~actlng d~ 04" antigen, a dally 0.5 g dose of AA, The last amount of AA ~ 
"given 24 h~rs l~forr t l~ ,-.~perir~ent. Two clo~ whlch did ~ t  rcciev~ fl~e excess of ascorblc acld ~-rved as 
coo~o!*. As a consvquen~.c, c~e ~ g  of the 4 ~'cceiv~g AA did not manifest a shock reaction, while the od~.r 
t}~er perished in deep ~ o c L  The conuol animal~ also 6ccelo~:~cd dccp ~oc~, a~ a tesutt of which one died. 

The A L lcv~l~ in the b~ood s~>wed the s~ t~  chang~l a~ 
.~cr~ ~cn  ~n atlima ~ no~ receiving d~: saturating quan- 

tg, tltic~ of AA. The dog~r~o! ex~b~th:g ,vI~ck n~nifevted, 
withM ~ i~Xi~utc~, a rlsc in blood AA from O,H to 0.43 

# m g : ,  .~, r~: *~:~ing a return to b2~ |eve| f~  24 ~o~t, 
tO ~ab.ilc .~fter 48, |~oort th~ AA ~e~eI O~ the b~o~ fell to 

# r~ing the=- a~,,i,~.lb wi.th AA wa~ r~t tcfir tn the 
~ ~, e~o~d h:vcl, in tpitc of tim ~rge ~k:'z:~ of t!~ vita:nfrl. 
�9 ~ F~. t~+c C~tro], ~,On~+~Sitizcd. ~mr~I t  rig: f~nd~ngt 
. wcrc timil~r, To ct~rif3~ tl~i.s p,c~b|cm, wc pcrformcx} 
.~ *i ~omc ~:cial ~udic~ on dogs wi~h.extcrio*izcd ~ t e r $  

f o p c r ~ d  b~ method of L. A. O,-bcli). We d~'~:~o~ated 
~ ~hat AA. ~ c n  given to the dc~  orally o~ subcutancob, ly, 
g began to bc cxcrc:cd inrcrL~iv~ly in |he ~rinc w~uhin t0-  

15 min~:.et of bc ing int?od~cc~L Bccame of this ob~rva o 
lion, the following ~rics of e-x~dments was cond~cted ~ t  

L~ on sensitized dogg which had rcc.~.ivcd AA In ~o~cs of 
I~ I.-1.5 g from 15-50 minut,~, before r*c~:iving the m e t -  

ing ~k~c of antigen. The rcsu]ts are represented in Table 
0 1. The indicated method of s~t~.lr.~ting the ar3mals with 

AA did not protect ~Cm f;om tt~ development of s~ve~e 
an, aphy~actic shock, leadt~g to t ~  death of all "/dogs. 
Ouite lnterest/ng Is the observation that, in r,~p<x~J to 

Fig. l .  Changes in blood ascotbir acid during shock, ttw reacting ~ of antigen, dog~ saturated ~ith AA 
1) v~'nous blood; 2) atte.rial blood; ~ introduetiou ~ithin even 1~ - 3 minutes showed a sharp rL~ of the I t -  
of reacting do~ of antigen, duccd form of AA in the venous blood ( ~c  Figure), whlir 

in the arterial blood ltt quantity diminished further bythe 
.q0th minot~ and began to rise only afted an hoot, while a t the  un~:  time the venc~as blood wa~ t~ing literally 
"flooded" with AA. In clogs that did not.receive the vitamin Just before llm experiment, no such sharp a t t a in -  
venom,s differential was seen. The amount of dehydroascotbic acid In the blond dining the period of  theshock 
reaction drop~d sharply, reaching minimal figures L~ both 1he artta'ial and venous blood~ which is ~ t t ib ly  to 
he explained by the upset of tim oxidltlng-reducing tistt~ activitie~l during tlm shock state. 

In dogs dying of anaphylactic shock, the blood of the Hght ~ a t t  w~  taken lrnmediatr for studiet, All 

Normal $ -~ ~ ~ 
TJrr~ (m minutes) 

4,51 



T~
SL

s 
i 

C
on

ie
lit

 o
f 

A
tc

o
tb

lc
/~

cl
d

 
IA

^)
 h

i 
A

rt
er

ia
l 

lin
d 

V
en

ou
t 

tl!
,x

~l
l! 

of
 S

ei
~l

tt
lz

ed
 i

)o
gt

 t
lt~

de
r 

ill
flt

ic
nc

l~
 o

f 
i 

lle
ac

iln
g 

l.)
ot

~ 
of

/i
, n

tll
~e

n 
O

lig
 a

a)
 

I 
C

oa
di

tl
on

 o
f 

�9
 l 

ta
im

at
io

n 
II

 
w

ith
 l

ir
 

~
i 

~
id

 

It
 

13
 

14
 

17
 

I$
 

~O
t d

o~
e.

 
. 

, 

51
1m

l~
 

. 
, 

,.
 

,5
0 

ra
in

. b
ef

or
e 

in
tr

od
ue

lm
g 

la
tl

~
eu

, 
1.

0 
$ 

I 
~

,^
 (o

;~
mt

,- 
l 

:u
ta

ne
ou

il
v 

I 
re

dO
. $

 o
ra

ll
y)

! 
9.

11
 

la
m

e 
. 

. 
.t

 
0.

19
 

ii 
ii 

..
..

 
[' 

0.
06

 

I 
�9

 
�9

 
.~

 
r 

45
 m

in
. 

be
fo

re
 

in
tr

od
uc

in
g 

: 
an

ti
ge

n.
 0

.~
g

 /
 

6A
 i

ub
cu

ta
n~

- 
| 

ou
sl

y,
 0

.6
 g

 
| 

'p
i~

vi
ou

dy
 

0.
5 

1 
g 

In
ll

al
en

ou
il

Y
i 

0,
5 

B
ef

or
eB

a~
m

e 
~

ro
- 

[ 
A

f, 
er

 l
nt

ro
du

cl
io

rl
 o

f 
th

e 
te

~
t'

ui
g 

do
s~

 o
f 

an
ti

ge
a 

1 I 
vt

ta
~

i 
ar

tc
~

 ~
r1

62
 

ill
ite

i-
 .'

ve
no

tl7
 ~

lr
 

i;r
 

~7
7c

7 
vc

~.
lc

~ 
~(

e-
lT

"~
"7

~'
d'

ul
 ~

te
~e

T'
v~

'il'
o~

l &
fr

et
" 

ve
ao

ut
 a

ri
el

 "~
 tv

el
lo

ti!
 

bl
oo

d 
ita

l 
lb

lo
od

 li
ai 

bl
oo

d 
lta

i 
l~t

,.,o
,l 

t l
~!

 
bl

~ 
~l

al 
ib

lo
od

 
ta

l 
M

oo
d 

ia
l 

[b
lo

od
 l

la
l 

t~
loo

d 
lb

lo
od

 I
 

I b
lo

od
 

tb
lo

od
 ~

 
~b

lc,
~d

 
i U

io
o~

ii 
, 

bl
oo

d 
bl

oo
~i

 { 
Ib

io
od

 

I 
, 

0.
t3

 
i 

0~
17

 
l 

0,
I:

! 
1,

~ 
0,

2t
~ 

~ 
:t

,1
5 

0,,
1o

:~ 
i0.

i7 I
~ 

o,5
 7

.~
 

o,
~ 

i 

D
ee

p 
sh

oc
k,

 d
ea

r2
= 

in
 1

0 
ho

ur
s 

D
ee

p 
sh

oc
k,

 O
:.a

Lh
 

in
 1

ho
ur

 

~e
ep

 l
ho

ck
, 

de
lu

ll
 

sh
er

 6
 h

ou
rs

 

D
ee

p 
~i

oc
k 

D
ee

p 
lh

oc
k,

 d
ea

'.l
" 

ah
er

 5
0 

m
l
u
m
.
-
$
 

D
ee

p 
lh

oc
k,

 d
�9

 
lh

er
 4

 h
ou

rs
 

)e
ep

 i
~o

ck
 w

;l
h 

ll
la

lh
 i

n 
30

 m
/a

ut
et

 



case= tbowed a high AA content,To=atablith fltc tpucific nature or thlm #tcnomtmon ot;~urr~l~g at d~ad! hOIrl aim." 
phyiactic shock, we made swcl l l  stud/cs of the blood of dogt killed with clccu'lc current, T i m  relultl of d~e'le 
ttudict are thown in Tlblo ~ 

TABLE: 

Ascorbic Acid Blood L~vcll in Dog~ Dying of Anaphylactlc Shock and of Shock Produ- 
ccd by Electric Current 

! Ascorbic acid,in mE% 

No. - 
Dog L~fore death ~tcr dca~ 

2 
3 
4 
5 
t; 

F.xp~r lment al conditions 

0.O~ 

0,'23 
O.G; 
O.19 

0 4  

O.75 
U.5~ 
ISo  

Death induccd by electric cur~nt d~ck 
Sanm 

Death L,~duccd by anaphytact~c d~x:k 

As can bc ~en,  tJ~ere were tharp a~ratto~.s h~ AA bs tcvcts prod~..c:d by C i t ~  pmccd,rc. Armplryla- 
c~r tboc~ death r~tsc~l b|ooJ AA |e~cl/~-3 t~t~cs ~ghct than d~d clcctrocution-ir~J~tccd ~ock.  

In an att~l[}pt tO ~ppr ~n c~pla~tbm of the l:~r 9f the oh,erred events, we ~udicd AA dyna- 
m~Ct it'., the blood wl~n a w.ho~c ~ / c t  of ~h~,v~]i e,f varto:t~ ~rca, of tl~ .tryouts sy~tctl~ .~a$ u~d m~dc~ shock 
cc~ditions f7 6~g~h" 

r~.~h+tcnt No. : .  -~>g mr+,tttzed to +x~rn~! horse ,c:rte~L First olcx),J test ta lcs  ~f+~rc injection of  d~e 
~-act~g dose o~ a~;ti~,n (~'c Table 3). After i,trod~cing ,~ cr of normM h,xsc ~ r u m  a~ O~c bcigh! of the shock 
reactio~x, both vagi wcrc selected in the cervical teE*on and fc~t )'~..2 wa~ dta~rt, After thit. the sciatic t~rvc  
~ st~m~]~t~'d c~cct~ic~H) (;mh~ rcactton) a~vJ Test No. 3 wa~ done. After' at~ interval of time. tbc brain was 
~ti~tt~L~tcd by a ppiyh'g the c,~rr~n~ t~ the pcrip~crat region of t2~c car~id artery, andtbcn Tcst Ho. 4 war takcn. 
~ril~ ~tcr,  the n~:~_da wa~ sti~,~l~latcd cicctricalI), arid blood fo* Tt-.~t N~. G wa~ ta~cn from t~2 right hcart. 

TAttLE 3 

!)y~tzmics of Ascorbic .Acid in Blood of Expcrin~,~tal Dogs 

E• 
conditioftt 

Arta]~``):lactic ~ock against 
the b a c l ~ a n d  of ~timula- 
tion ot n~r-tot~ ~),stcm with 
clecttic current . . �9 �9 

A <orbic acid mg~, 

i: l I peptone shock - �9 . . . . .  0.21 
0.30 

! t 0,, I Hemo- transfusion shock. .  0.33 0.30 

I 

0.29 | - -  
03.5 I 
0:20 i - -  

Traumaticthock . . . . .  ] 0-57 I 036  t 1"09 t - -  

:I test tctt 

0.3g I O.75 

i !. 
I-.! 
i-I 
j I 

"~Thc znlmab u~d wcrc fllo~c from cxperlmcntl by Vo S. Kisclcv and To kL Migina (Expeflmental dlvhlon 
MO~K~. 



In ecsponte to the introduction of the reacting dose of antigen, 0m AA level of theblood fell Oee Table 
.3) aml thock followed, none of the succeeding stimuli having much effect on the AA level, the tcrlet of event= 
l~:lng much as In tim first serlet, Only s~imnlation of the medulla WaS accompanied by a notitmable fall In 
bk~od AA iT�9 No. 5). 

Ex~imcn.~ No. 2, Dog sensitized to nonnil hone terwn. Test No. 1 was tskem at 11:40 &,M.. being 
followed at ~o,-t intervals by electrical stimulation of the sciatic nerve, sympathetic clmlrg cervical portion 
of vagus and the recurrent nerve. At 12 noon ? cc of normal honm ~erum was lnjecte.d. AnaphylJctic thock 
�9 At the height of ~ock, tim vagl andsympathctics were severed and Tctt No. 2 was takr the artedhtl 
blood procure be|rig 40 mm, after wf:i-ch t~e incdulla arK[ sciatic nerve were stimulated and Test No. 3 wa= 
drawn. Teat No. 4 w~s obt~ii~:d after d+c death of the dog by electrocution. 

l,~ this cx~-riment i t  might bc stated that stimulation of ~ic nervom systcm prior to giving the reacting 
~ c  of anti~--n seemed to somewhat level out tl~ow metabolic alterations in AA which we o ~ r v e d  in anaphyla- 
ctic shock not ar by thc~ addltlor~l stiJnuli~ However, n~c  of the manipulatlont Ferf~med well= 
reflected tn ~lood AA r~oducod after death from clectzlc current (Table 3). 

The dyna~nics of blood AA d~zrlng peptone shoc~ it  reflected In Experiments Not. 3 arm 4. 

E~t~eri~u~nt No. 3. The fir, t blood test w~  done at 12: 55. before intax~ducing at 1 : 04 into t ~  femoral 
vei~ 12.~ cc of ~ ~57~ soluti~ of peptone. Profo'~nd shoc~ ensued, the blood Ixc~rr dropping from 120 mm 
merczzry column to ~4 ram. At the height of shock,Tc~q No. 2 was taken, whi|c Tett No. 3 was dr-~wn after tim 
anim, t e ~ ~ , ' ~ d  f:om Shock. 

s  N'o. 4. Tlk �9 ftx;t blood tc~t ~as done before d~e experiment, blooa prc*sute l~cing 124 mm 
mercier) r After t?:ts, 17.5 cc of ~5% sol:~tio~ x.at in)cet~'~. In the cav~ing s,~vock, the arterial pretsurc 
felt t~ 54 ~:~,  At ff.~c h. ight  of ~hock, Tc, t No. 2 was takcn~. Ttven tim medulla w~t ~timul~ted and Test No. 3 
tat~cP~ T!~e m~lt~ ~ e  al~o given in T~blc 3. 

The "Jy,~mic~ of ,~;oc~ ~ c  to bctc~l~cr~totra,,~f-~ion is given ~n Ex;x~rimcn~ Hot. 5 and 6, 

~ r*~v~cnr  ~;o..% The arterial pr of the dog wa~ 150 mtn b~mlly. At | |  : ]5 t~e f i ~  blood te~t 
w ~  5or,% ,~t t I : 2~ 75 cc of h,~man bh ,~ ,  ty~c H, war |n)cctcd. ~b~ck v,?crvc;~cd; ~rtcri=! prcas~,e fell to 
46 ~nm. The ~;~:co~d tc~t ~,~ ~o~rc at the hcig~t ofshocL t])~ t l :  45, wt~n the Jog l'~*J er~er~-ed ftOr~t thock, 
t,~c Lhird te~t wa~ .~one. 

Ex;>cri~Tm~t No. G. The dcg'~ ~a.~al ar~ri~l prc~.~e ~as i(]G ram. At 1 : 00 t}~ first tc~t was done, and 
at 1 : 0~'* 37 cc of ,~:J~:~an blc~d, tyix LL was in~eeted. Shock dc~clopcd; ~rtcrt~l prc,~are fell tO 62 mm~ at 
~hic~ tt~ne t ~  sec~-md tc~t wa~ c~n~. At 1 : 15 t~c me~]~t!ta wa~ stlrovlatcd. By 1 :25  the dog had c m c r ~ d  
lrro;n t~ock, t.~ arterial pres~ze being ~40 ram, ~t which time the third mmpIr v,~s d~awn. 

T~e rea~.~]t~ of t,~czc exFcrime.nu a ~  rather similar to r~o~c of Ho~. 3 and 4 (see Table 3). 

Exp~Timent NooT. - The dTnamics of asc~bic  add  during traumatic ~ock  were olz~crved in Experiment 
No. T. The ~og's basal arterial pre~;urc was 150 ram. At 12:20 the first =blood te~t was done. At t 2 : 3 0  the  
region of t!~ stomach was t~aum~timd (a~a)~r tongs holding a weight of 1.5 kg were fastened to the stomach). 
At 2 : 3 0  t~. blood pr~.mu.,c was do~,at to 40 mgg tt~ dog going into ~ v e m  sbock, at w|fich time tha Second 
teat was done. As mpi ra tk ,  r~ ceased, the medulla was clcctdca! ly  sdmulate~t. Respirations rcsurned~ -At 2 : 5 0  
t ~  ar:erial F~-c~m'c-44 ram, rh)~J~mfc breathing, q~lte deep, at which time the third sample was drawn. The 
�9 og emergod f~om shock. The rmultt are shown on 'Table 3. 

It can ix: =ten that traumatic shock pro~uccs m a r ~  changer In the blood ascorbic acid level. 

D I S C U S S I O N  OF RESULTS 

The mechanism of the observed changes oi" blood ascctblc ae..Idl In. shock stJtea ~eems to present eorn- 
plexities. The "flooding" of venous blood by a~corbic acid in thock ~states of anlmalt~ prevlomly saturated with 
viumin C. and the lower content of the viumin in the arterial bloo~ suggest thata~orblc acid. apparently, 
enters the blood from all tissues and Not jmt from special depot= (adr,~na~, liver, etc,), Study of the armrio- 
venous difference= in the femoral vet:~el= rather proves that mutcular ~ftsues am-large partlclpantt, We believe 
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that shock : t a ~  ltb~tate =~eotbtc acid froth it= combination with protein- ascorblge,, This ptoce~ we des- 
cribed In n previous study whcn wc traced thc effect= of excclslve cerebral oorltcml ifflo.Jatlorl by extemcepclve 
|tlm~di upon aseorblc acid tact=bolls= within the tts=uc=. In the first phase of =hock'~,=~= of excltemcnt-tbere 
appear= to be an lnter~ive utilization by d~ O~tue! of the a~:orblc acid. Which II lim,dla.eomly being llbera[ed 
into the venom blood. In ~ dcp~'sscd phase the latter ixooc~ ~edoml~te~.  We ~, make the assump',~m 
that a~orbic aeid cme~ tie lungs, where, under condltto,~ of tncma~d aeration, tl~re c~'eurl a certain amount 
of decompotitton of this vitamin.. This =gain leads to the at*.criai blood having lc~s a ~ . b ~ c  actd than the venota. 
We can a~tiSe the higher content of ascorblc acid in ca~c~ of anaphylacttc ~hock dcath ~t compared to case= 
dying from electric shock also, tn F=rt, to the fact that tl~te is greater venous stadm i~|.itlng fzom the much 
longer vascular dilatation scca In ar~aphylacdc shock, 

SUMMARY 

It was demonstrated ~hat the pr~o.anced shifts in ~e level of reduced blood ~ r 1 6 2  acid ate observed 
during anaphylactac or nauru=tic ~.hocE. In the firit phase the ascorbic acid level decrr*~r rising during the 
depress!on phase especially in ~he versus blood. Studies of the artedo-venous diffe~ence~ ~" the femoral ves- 
sels demonstrated uha~ the mu~:~la~ th~ue .% considerable part taking.In this proce~ re le~ , ,g  I~ge cluantit~e~ 
of ascocbic acid', irritation of the peripheral nervous system at a time when shuck ha~ alr~.~dy developed doe= 
not change markedly ~e  asc~b~c ~cid in b lc~ .  At the petlcxt of sensitization no sperl~) ~changes were noticed 
~n the metabolism d aseerb~c acid. No rnethed of ~atur~ting ~endttzed antmaB wi~ =~;e~btc acid did prevent 
the development of ~na~hylaedc shock. 
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