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The changes in the composition and properties of serum globulins in
schizophrenic patients continue to be subjected to intense investigations.
These studies could be divided conditionally into three stages: First stage —
up to the time of introducing modern routine laboratory methods. A num-
ber of authors, applying mainly colloid-stability tests, often establish im-
pairment of the albumin-globulins ratio (3, 4, 29, 30, 40). Second — after
resorting to up-to-date laboratory methods such as electrophoresis (10, 11,
12, 38) and immunoelectrophoresis (9, 14, 15, 31, 32, 33, 37), data were
established for the rather frequent increase of some mobility components
of alpha-1, alpha-2 and particularly, B-2 globulin fractions. Third stage —
consisting of investigations on some specific functions of the serum globu-
lins —enzyme (1, 25, 26, 36) and immune (5, 6, 7, 8, 13). In the past few
years, many investigators are in search of a specific toxic action of certain
globulin components towards biological test-objects (2, 27, 28, 34, 35).
We failed to come across literature data demonstrating a parallelism be-
tween the changes in the state of serum globulins (in immunoelectropho-
resis) and schizophrenia dynamics.

Utilizing the possibilities for differential analysis of serum globulin
components in immunoelectrophoresis (with simultaneous application of
rabbit antisera against affected and against healthy, to the serum of affect-
ed and control from healthy), we already reported in earlier publications
the results of the systematic investigation of blood sera from 224 patients
with varying duration, form and course of the schizophrenic disease (22, 23,
24, 39)'. In 102 of them, a dynamic follow-up study was carried out of the
immunoelectrophoregrams during attack and remission, whilst in 61 more
than one attack were recorded.

The resulls of the present study might be systematized in the following
characteristics of the serum globulins’changes in the dynamics of schizo-
phrenia: most frequently an increase (in number, intensity and localization
of the precipitation arches during immunoelectrophoresis) of some of the
globulin fractions is observed in early schizophrenic attacks, much more
seldom in late attacks and practically absent in the chronically affected,
particularly in duration of the psychosis exceeding 6 years. In early attacks,
apronounced reversibility is established of the changes, whereas during remi-
ssion, in most of the patients normalization of the immunoelectrophoregrams

1 A detailed description of the method, setting, statistical data and processing is
submitted in the listed above personal references.
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occurs. In the patients with late attacks, the changes assume the character
of inertness and persist in most of the cases in remission too. A definite re-
gularity is revealed by the immunoglobulins (beta-2A), which are increased
most frequently during the first attack, especially in schizophrenia running
a periodic course, and, virtually, show no changes whatsoever in late attacks
and in schizophrenia with a continuous course. An inverse dependence is
revealed by the components of alpha-2 globulins, which are more frequently
increased in late attacks and comparatively more rarely — in early attacks,
particularly in periodic schizophrenia. In strongly pronounced changes
during attacks, there are greater possibilities for a way out in full value
remission, and vice versa — the absence of changes in the serum globulins
during the attack corresponds to a tendency for tight progress of the psycho-
sis with flaccid, monotonous course and gradually increasing signs of per-
sonality alterations or inferior remissions. Most frequently, the increase
of serum globulin fractions is observed in periodic course of the schizophre-
nia, more rarely — in the intermediate (transitory) form (16, 17, 21) and
such an increase is virtually nil in uninterrupted (continuous) course of the
psychosis. Three types of dependences are established between the psychotic
symptomatology and the state of serum globulins: first — patients in whom
increase (in number or intensity) is observed of the serum globulin compo-
nents, inclusive of the immunoglobulins (beta-2A) in attack, and a strongly
manifested tendency towards normalization of the immunoelectropho-
retic picture in remission. The psychotic symptomatics is acute, often with
oneiroid and affective syndromes, obscurity and unsystematized paranoid
ideas. The latter dependence is most characteristic of the initial attacks
of the psychosis and is met with more frequently in conditions running a
periodic course. The remissions are usually complete. Second — patients
in whom changes are noted, usually manifested by an increase of the alpha-2
globulin components. The changes reveal an inert characteristics and per-
sist during the remissions. The psychotic symptomatics is most frequently
paranoid with a tendency for enriching, expansion and systematization,
not infrequently presenting paraphrenic pictures. The remissions are short
lasting, incomplete, often running a course characterized only by disactua-
lization of the psychotic production. Such a dependence is most frequently
noted in the patients with intermediate form of development and is more
frequent in the late attacks. Third — patients in whom changes-in the
serum globulins are not recorded. The psychotic symptomatics is scarce,
the psychosis runs a monotonous course, uniformly, without remissions and
with a gradual increase of the signs of permanent personality alteration.

The characteristics of the changes in the serum globulins in schizophre-
nia, studied in dynamics, justifies the discussion of some possible aspects
of the nature of the derangements observed. We support the viewpoint of
I. A. Polischuk (19) and L. I. Lando (12), according to which a biological
protective response is involved, whose pathogenetic mechanisms are com-
plex and very intricate. The following factors may play a role in producing
the changes described above, namely: quantitative and qualitative derange-
ments in the biosynthesis or break down of proteins in the organism,
disorders in the distribution of plasmatic, organic and tissue proteins,
changes resulting from impaired permeability of the vascular walls, dis-
sociation of cellular and intercellular proteins in the circulatory system.
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Particular importance might be assumed by the autoimmune processes
(18, 20, 35). Amidst the frequently increased alpha-2 globulins, it is possible
to establish the presence of tissue proteins with similar electrophoretic
mobility, but with different immunochemical specificity (autoantigens),
whilst the frequently noted increase of beta-2A globulins (particularly in
the initial attacks) may correspond to stages of antibodies’ formation
against the autoantigenic components.

The characteristics presented, concerning the changes in the serum glo-
bulins in the dynamics of schizophrenia, warrants the assumption that the
psychosis, running a periodic, intermediate and continuously progressing
course, might depend up to a great extent on the reactivity of the organism
in its interaction with the hypothetic toxic factor, with serum globulin
changes being an element of its biological criteria. The presence of a consi-
derable protective reaction, manifested by the globulin fractions’ increase
(of immunoglobulins inclusive), corresponds to an acute psychotic sympto-
matics and good prognosis for recovery — complete remissions (pe-
riodic schizophrenia, initial attacks). In instances of weakened reactive
abilities — changes in the serum globulins are not established, a slow,
gradual development of the psychosis is observed without a tendency to-
wards recovery — incomplete remissions (late attacks, uninterrupted course).
In this respect, the study of the changes in the serum globulins might
assume, apart of theoretical also a practical significance in terms of creat-
ing biological criteria for the prognosis, course, biological completeness
of the remissions, activity of the psychotic process etc.
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OTHOCHUTEJIbHO BO3MO)XHOW MPUPOADBI UBMEHEHHH
CbIBOPOTOYHbIX I'JTIOBYJIHHOB NMPH WH30PPEHUHU

I1. Cmamboaues

PE3IOME

AByop 0606madr pesyabTaThl JJHTENbHBIX HMMYHHO3JEKTPOQOpeTHYe-
CKHX HCCJIEJOBAHHH CHIBODOTOK KPOBH IapaJijebHO C AMHAMHKOH NCHXOTH-
YeCKOH KapTHHBI Ha pas3/MYHBIX 3Tanax, NpH pasIHYHbIX (GopMax TeueHus,
BO BpeMsi NMPHCTYNOB H peMUccHil y 244 GonbHBIX 1iH30odpeHHuell. YcTaHaB-
JINBAETCS 3HAUHTENbHO 6oJlee 4acTo yBeaHueHHe (10 YHCJAY H HHTEHCHBHOCTH)
pPa3/HYHbIX TIJIOOY/JHHOBBIX (PpakKuHi (BK/JIIOYHTEIbHO H HMMYHHOLJIOOYJIHH-
HbIX — 6eTa 2A), YTO XapaKTepHO MJisi HAayaJbHbIX NPUCTYIOB, NPH [EPHO-
QUYEeCKOM Te4YeHHH, DeKe NpU MO3JHUX INPHCTYNaX H INPH IPOMEXYTOUHOM
TEYEHUH, U IOUTH He BCTPeyaeTcsl y GONbHBIX ¢ GOJbILIOH TaBHOCTHIO U HeEmpe-
PbIBHBIM XOf0M wH30ppeHuu. Xopowass o6paTHMOCTb 3THX INepeMeH B Ha-
YaJbHBIX NPHCTyNaX COOTBETCTBYET Xopolueli BO3MOXKHOCTH AJis BOCCTAHOB-
JIeHHsl, @ UX HHEPTHbIH XapaKTep HPH IMO3JHMX NPHCTYyNaXx — PasBHTHIO H
00OralleHHIo ICHXOTHYHOH cuMNTOMaTHKH. OGcyKpaeTcsi nmaToreHeTHYecKHH
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MEXaHH3M 3THX TlepeMeH, KOTOPBIH HOCUT, 110-BHAHMOMY, KOMIIJIEKCHBIH Xapak-
Tep H BKJIOYaeT B ceOs CJIOXKHbIE paccTpoHcTBA OHOCHHTE3a, pacnaja H pac-
npejesiennsi GeJKOB OPraHOB M TKaHed, nepmeaGuJHTETa COCYAHCTHIX CTEHOK,
BpPEMEHHYIO HJIH NPOYHYIO NMEepecTPONKY OOMEHHbBIX QYHKLHH, aBTOMMMYHHBIX
MJIH IPYTHX HMMYHHBIX NPOLECCOB — MPOsiBJIeHHe OHOJIOTHYECKOH 3allHTHOH
peakiiu, KOTopasi fBJsETCHA CJIEJCTBHEM B3aHMOJEHCTBHS MeX1y THIIOTETH-
YeCKHM 3THOJIOTHUECKHMM (aKTOPOM U PeaKTHBHOCTbIO opranusma. Bhicka-
3bIBAa€TCs NPEAIIONOXKeHHe, YTO B OOJBbIIOH CTeNeHH THII TeyeHusi (IepHOIHU-
yecKHii, TMPOMEKYTOYHBI H HeNpepbiBHbIN) MOKeT OGYCJIOBJHBATHCS 3THM
B3aHMOAEHCTBHEM, KaK 3JeMeHT OMOJIOTHYECKHX KDHTEpHEeB, 0 KOTOPHIX MO-
IyT CBHAET@JNbCTBOBATH JaHHble JuddepeHurasbHoro H3y4yeHHs: AHHAMHKH
M3MeHeHHIl CHIBOPOTOUHBIX IM06GY/NHHOB. [locjeqnee MoxXeT 0Ka3aThCsl 1EHHbIM
¥ B IIPAKTHYECKOM OTHOLIEHHH DU OLEHKE THIA TEYEHHs, NMPOrHo3a, aKTHB-
HOCTH ITCHXOTHUYECKOro mpoiecca M AH(depeH1IManbHONH JHaTHOCTHKE.



