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The study of acid-base status in patients with skin diseases may be regarded
at the first sight as a rather strange idea, Nevertheless, a series of data mentioned
in the previcus papers indicate the occurrence of sericus metabolie disturbances in
chrople discoid hlpu.a-eqrthumatnsua (DL.E} and ichtyosis patients. This could alsoc
indicate changes in the acid-base status with consequences in the evoluHon of these
diseases, =
_ With the aim to clarify certain aspects of this kind a number of 19 DLE
and 11 tchlmmis patents from the previously reported group were investigated.

Determination of acid-base status parameters was performed on capilary
blood samples from finger pulp. The blood was collected in heparinized. capilary tubea
without pressing the subject s finger. No arterializing procedures were applied. |

f : A complex AVL type Gas check system was utilized in the determination of
parameters. ;
Variation of acid-base equilibrium was followed in the patients before the
 onset of therapy and then after different Hime intervals according to the stages of cli-
" nical evolubion,
; Considering the fact that the acid-base status dats are mathematically
porrelated, the acid-base eguilibrium was graphically presented in case of each
patient on a Siggasrd-Andersen acid-base chart. This allowes to have a éuggesuva
image of equilibrium state in case of main parameters and permits the wisual evalua-
tion of each case separately (See the annexed charts),
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Some of the most sugpestive cases show relatively slight variations as
: agalnst the normal area.
The general trend poted in acid-base status of the patients befora therapy
was rather normal or with a lendemcy towards a slight alkalosis, while the equilibrium
was ghifted toward a slight acldosis after a period of treatment,
J Cases of uncompensated aglkalosis (pH exceeding 7,45) were noted in
. certatn instances, The cases|with slight alkalosis represent about 1/3 from the i
total of DLE patients,
Fcog and HOOg | values are generally mormal.
The decr?ue in Foo, and HE'DE values are characteristic to the
period following therapy while the pH Is maintained between the normal ranges.
{ In order to m 4 more precise evaluation of the significance of these
varigtions the distribution :rf 0, values as well as the HC'D; f'HEGD ratio has
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to be followed in the investigated patients (fig.l and 2). l
HDD3 / I-I2 C-Da rn.l'fa is slightly iocreased before therapy in both DLE |

and ichtyosis indicating the slight alkalosis status, This increased value is own both
the lncrease in the HEG; and to a slight decrease in l?]2 Cﬂ‘a, as it can be noted in

Tab, 3. While the Pco, values decrease to under normal levels in DLE patients

after therapy, the values of the H-C"\'.ﬁ-;a IIIECOE ratio are diminished towards normal

figures (never dropping under this level). 5
Bm‘a values ‘are well correlated with base excess (BE) and buffer
base (BE).

It may be assumeg that the decrease in BE and BB, as indicated by

their after therapy averages, are due to the decrease in bicarbonate.

iz The explanation of these decreases ccecurring in HIZHZ!I-3 and PCC‘E might |

consist in an increased rﬂe of HGGE elimination in kidney, compensated by the lung

hyperventilation, Unfortunately, no data are available bu support the dimisution of the
urine acidification procesa.

. : Attampts to correlate these datp with the clinieal eriteria concercing

disease severity, history, antecedents, associated diseases, previous therapies, ete.,
showed no significant conneetons to be applied to the concrete cases.

That is why the disturbances occurring in the acid-base status can
ba correlated only with the generdl changes of both hystopathological and metabolical
pature characterizing these diseases,
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In this context the dermal vascular impairements which proved to be related
to the immunochemical processes menHoned in the previous works may be taken into
acc;uunt. Following the allergic reactions as well as the formaton and sedimentation
of immune complexes, the walls of dermal vesgels are subject to permeability changes
and to changes in the reactivity to chemical mediators., These result in a general
state of vasoplegia which, implies disturbances in the blood ecirculation stasis on the
one hand, and on the other hand {¢ results in adverse conditions (hypoada, presumed
local acidosis) at the level of dermal Hssues which generate metabolic changes (altem-
tions in the metabolical pathways of cellular emergy generation).

These assumptions may be indeed correlated with the phenomena of acro-
asphyxia also observated in a number of the DLE patients,

It seems also reasonable to admit that in somé particular cases, the
alkalosis should be regarded as compansatory process towards the presumed Hssue
acidosia,

The serum activity of phosphohexoseisomerase (PHI) and serum pyruvate
concentration were evaluated, among other parameters in order to emphasize the
cellular metabolic altara.tlum; with a possibi-e role in the pathogeny of DLE and
ichtyoais,

Phnsphnhamel.aumame i's an enzyme playing a key role in the anaerobic
degradaton of the carbohydrates via the Embden Meyerhoff Parnass pathway; 18 ack-
vity is jmplicated both in the ublization of glucuae as such (subsequently converted to
zlume =8 = P by hexckinase) and of the glucose originated . -from the degradation of
. Elycogen to glucose = 1 = P and glucoge 6 = P,

- Owing to its key rn:_ule in the glycolysis the activity of PHI & = sensilive
- indicator in the glucose mer.ahoﬁsm i.e. in the anaerobiec glycolysis intensity,
The pyruvic acid is the end product of the anaerobic degradation of
earbohydrates representing tnea.n}:lm-c the connection with the next step, the oxydative
decarboxylation and Kreba q:.rl:le,l The pyruvic peid concentradon also indicates the

intensity of anasrobic :Iegradaﬂo:u and the next stages in which it is used as a substrate,

‘Determinations of PHI aclivity were perlormed with standard reagents
(Boehringer kit - PHI - mono-test).
§
Evaluation of pyravate concentration was performed with an enzymatc

method (Bochringer Kt - Pyruvat test). .
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Determinations were also carried out on a group of 10 aparently healthy
blood bankdeg donors,
The results are ﬁmnﬂnned in the fig.4 and 5.
Evident inereases in PHI actvity and pyruvate concentradon were noted in
both DLE and ichtyosis. .
In interpretation of the alterations cccurring in PHI activity, the fact that
tie nasay of PHI was performed on serum has to be taken into account, Hevertheless,
~1:111:1 evident increases noted could be the indieator of an increased cellular acHvity.
This eould suggest modifications in the intensity of certain glyeolysis sequences, a fact
which is also supported by the increased pyruvate concentration, More precisely a 3
relative blocking of the glycolysis at the pyruvate-lastate level occeurrs. This situation
is supported both by the probable decrease in the actvity of Zo-dependent pyruvate -
decarboxylase, owing to the decrease in the level of plasma Zn concentraton and to
the decrease {n the Krehs cycle intensity under anaerchicsis conditions,
! An intensification of anaercbic carbohydrate degradation alse oCCurrs,
. Bupported by the following factors : the necessity to obtaln energy for the regensration
I processes oceurring in the lesfons; unblocking of other metabolie steps in glyeolysis,
normally représad under aerobiotic conditions (Pasteur effect),
1t may be noted thdt also the presented data on the acid-base status and
the stages of anaerokic glycolysis are still reduced, the results are correlated and
even at this stage of preliminary researches they suggest the importance of the meta-
bolle modifications in the pathugm:,' of discuses under study. It 5 interesting to note
the significance of the hypoxa state occurring in dermal lesions in the maintenance of
the vicious eircle generated by the consequence of the immunochemieal reactons and’
diam:-hmcp of the metabolic processes invelved in energy generation and utilization,
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CONTACT

Clinica Bucuresti

Str. Plantelor Nr.52A, Sector 2
Bucuresti

Telefon (+4) 021 320 3002

Urgente (+4) 0740 093 333
Email: contact@kozak-dermato.ro
WEB: www.kozak-dermato.ro
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