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The early recognition of jaundice type remains still an unsolved problem.
The differentiation between cholestatic and other icterus forms as well as between
intra- and extrahepatic cholestasis presents one rather difficult and complicated
task in everyday clinical practice. This fact warrants the extended clinical and
experimental investigations as well as the recent introduction of a number of
laboratory tests.

Cholestasis is accompanied by various metabolic abnormalities. The distur-
bances of lipid metabolism are the most severe ones. Some interesting changes of
the lipoprotein (LP) level — a significant beta-LP increase (up to 100 per cent)
as well as a decrease till a complete alpha-LP absence can be found out.

In 1969 Seidel and Alauporic (cited after 2, 3) described a pathological LP
occurring in the plasma during cholestasis which they called LP-X. Its relative
density is low (1,006—1,063 g/ml) but LP-X is quite different from this normal
class of low-density lipoproteins (LDL) (1, 2, 3, 8, 9, 11). According to its compo-
sition LP-X differs also from other normal LP classes. It is rich in phospholipids
(mainly lecithin) and more than 90 per cent of its cholestero!l is non-esterified.
It contains traces of triglycerides and a few of bile acids (3 per cent) only. The
unsaturated fatty acids contents of its phospholipids is much smaller than that of
normal LP. LP-X protein part which is mainly presented by both albumin (40 per
cent) and apoprotein C is about 3 times smaller than that of normal LDL (2, 3, 4,
5, 7, 10).

The considerable differential-diagnostic significance of LP-X in jaundice is
due to its very high cholestatic specificity. It is relatively early positive in cho-
lestasis patients’ searum (2, 3). It can be established in both intra- and extrahepa-
tic cholestasis and possessss, therefore, no differential-diagnostic value in these
cholsstatic forms (12, 13). On the other hand, extrahepatic cholestasis can induce
a sacondary parenchymatous dystrophy (10).

The purpose of the present study is the investigation of the diagnostic value
of LP-X in soms cholestasis diseases.

Material and mezthods

Serum LP-X was determined in 108 patients with 8 various cholestasis di-
seas2s. There were 72 males agad between 35 and 83 years, mean age 64 years,
and 36 females aged betwzen 19 and 78 years, mean age 57 years. The primary
disease which had caused cholestasis or even cholestasis syndroms was established
by using routinz clinico-laboratory tests as well as soms contemporary instrumen-
tal-apparatus methods such as echography, scintigraphy, laparoscopy, endosco-
pic retrograde cholecystopancreatography, percutaneous transhepatic cholangio-
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graphy, laparotomy, etc. LP-X was determined by using an agar electrophoretic
semiquantitative Seidel’s method followed by LP precipitation with magnesium
heparin solution.

Results and discussion

The results received are given on table 1. Most patients are with cholelithia”
sis-choledochlithiasis. LP-X appears in 92,85 per cent of them. However, it is ab-

Table 1
Cholestatic diseases and LP-X presence in different diseases

LP-X
Dlsease 9% positive
1. Cholelithiasis —

Choledocholithiasis 42 39 3 92,85
2. Pancreas head cancer 20 18 2 90,00
3. Liver cancer 15 14 l 93,30
4. Liver cirrhosis

with intrahepatic

cholestasis 16 14 2 87,50
5. Chronic active hepatitis

cholestatic form 6 6 100,00
6. Acute alcoholic

hepatitis 6 5 1 83,30
7. Recidivans jaundice

of pregnancy 1 1 100,00
8. Acute viral hepatitis 2 2 100,00

Total 108 99 9 91,67

sent in 3 patients probably due to low-gradual hyperbilirubinaemia (serum bili-
rubin level up to 3 mg %). In two patients (10 per cent) with pancreas head cancer
LP-X was also absent although there was a severe cholestasis — in the first pa-
tient serum bilirubin level was 16 mg % and in the second one even 33 mg %.

The patients with liver cirrhosis had well-expressed clinico-chemical chole-
stasis indexes. That’s why LP-X was observed in a relatively high percentage
with these patients. It is noteworthy that LP-X was present in all the patients
with cholestatic form of chronic active hepatitis. The acute alcoholic hepatitis
is manifested on the ground of preceeding chronic alcoholic cholestatic hepato-
pathy. LP-X presence was estimated in 100 per cent of the patients with recidive
jaundice of pregnancy and with cholestatic form of an acute viral hepatitis. LP-X
was found out in a total of 91,67 per cent of cholestasis patients independently
on the causative disease.

We can conelude that LP-X detection is a promising method in cholestasis
diagnostics although it does not make it possibly to estimate the cause and cha-
racter of cholestasis proper. The differential diagnosis between intra-and ex-
Egh;pati%chdolestasis is a difficult problem which could not be solved by using

-X, indeed.



Lipoprotein X and its. 67

REFERENCES

I.Bpauacku, X, JI. I udxos. Ilaro6HOXHUMHS Ha HIKOH TacTPOEHTEPOJOr HUHH
saboasBanusa. C., MH3-HILTHMH, 1975. 98 c. 2. Maanees, A, T. llunkos, B. Ko-
JapcKH. CbBpeMeHHH J1a60paTOPHU H3CJeJBAaHUS NPH 4epHOAPOOHH 3abonsiBanus. C., I
IHHUM3 c LIMB, 1977. 64 c. 3. OrusaHnoB, M., M. Op6eoB. CepyMHH JHUIONPOTEH-
HH M xunepaunonporenHemuu. C., Menuuuna u duskyarypa, 1979. 131 c. 4. Bircher, J.,
R. Preisig. Clin. Gastroenterol., 2, 1978, 517—528. 5. Gebhard, R. Z., J. A.
Vennes. Geriatrics, 35, 1980, N 8, 43—54. 6. Mayer, K. Deutsche Med. Wochenschr.,
100, 1975, N 43, 2193—2197. 7. McIntyre, N, D. S. Harry, A. S. Pearson.
Gut, 16, 1975, N 5, 379—391. 8. Palliard, P.,, J. A. Grimaud. M. R ZH, 17,
1976, N 9, 16—17. 9. Ritland, S. Scand. J. Gastroenterol., 10, 1975, N 8, 785—789.
10. Sabeain, S. M. Gastroenterology, 83, 1982, N 3, 704—709. 11. Simon, J. B.
R. W. Poon. Gastroenterology, 75, 1978, N 2, 177—180. 12. Tanno, H.,, O. Fay
J. Palazzi, R. Pedrana, E. Yager, M. Roncoroni. Acta Hepato-gastro-
enterol., 22, 1975, N 5, 289—291. 13. Vachon, A, J. Pichot, J. L., M. Ev-
reux, M. Revenant, A. Beaudonnet. J. Med. Lyon, 56, 1975, 1297, 1133—1139.

)
’

JIUMIONPOTEUH-X U Er0 3HAYEHHE AJs JIEYEHHUSA
BOJIbHbIX XOJIECTA30M

I'. Bap6anos, P. Ilamesa ‘ . =

PE3IOME

Hsyyena puarsoctuyeckass ueHHocTb JIII-X npu BochbMH 3aGoseBaHHAX, MNPOTEKAIOMIUX C
xonecrasoM y 108 Gonbneix. HesaBucumo ot ocHOBHOro 3a6oJieBaHHs, NMOYTH Y BCEX GOJbHBIX
(B 91 % cayuaeB) Guuio ycraHoBjeHO Hanuume JITT-X.

Ycranopnenue JII1-X sBasieTcss HageKAHBIM METOJOM JMAarHOCTHKH XOJecTa3a, He3aBHCHMO
OT TOFO, YTO 3TOT METOA He JaeT BO3MOXKHOCTb CYJHTb O IPHYMHE H XapaKTepe xosxecrasa. J{udde-
PeHLMaJbHBEIl AMATHO3 HHTPA- H 3KCTparenaTaJbHOrO X0Jecrasa He YAaercsi Jerko. )

ABTOpaMH cfesaH BHIBOJ, YTO AJs1 ONpejeleHHs THna xoJdecrasa JIII-X He uMeeT 3HauYeHHS.



