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Altered Regulation of PTH and Genetic Abnormality in Progressive
Uremic Hyperparathyroidism
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6. Chromosomal Abnormality in Progressive
Uremic Hyperparathyroidism

[ <]
HBeted&= wHE Al vlrl 33 o) Fict, £ 2 A
3] & 7pE A B 7L A A A 2 (familiar parathyroid
adenoma) 3} AbabA]¥-7HA3 A & (sporadic parathyroid
adenoma)-& )2l ohg fgley odle] o Fof 2
Aoz qAZL 28y o]F 257} $412 (centro-
mere)oll T3 & 11q13 $-9 ] " FARE] F8A
3z olsle] i Freedman 5ol 9§ 2uE
Multiple Endocrine Neoplasm(MEN I) & =} o] 4] -

7)ed 5}A = ek

33 Arnold 52 43708 F-44AFE FASHA F
ool ¥4 T 2L fFAate] A whd (rearrange-
ment) & #7381, =} PRADI 475 &84 9
vg Bzl E ol fMENI (familiar multiple neo-
plasm)?] = elell #&l oo glo] & A7 o] 53k
o} oA sy E3A44dAF & monoclonal neo-
plasm © 2 ¥ 39)ch #d o] AJARXTAATAF] o

¥ = A P73 Sel A = polyclonal

A A 2ol A A olst kT Ed o] A

overgrowth® X.o)&= RANAZE Fo|A] of
3z

ofN m

L
[
N

o
Ore

A&z 7} e} AN EE] F4E A P F
37} o]&oixlE, & monoclonal cell growth %A
Holx AFo] e Ao] 2ol HF= L gl
ZF gAREA L In Y& BxEF T3] X FAAAE
LA EE e sstE Ao i, ol A
¥ B3 S A Eeled 2ARE A5 AFARME
A FAAel A olu] WA 11q12-13 F-9])
AAA EAte] wAE ¥, olm FRAAHAF
(parathyroid adenoma) 37} ¥ 7%= A7 539 &
ez} EAge] e, webA 47 AAREE F
€] vitamin Del] ¢J3ted =Fo] bS58 o] A R2HA
A7l5dAE e A $RAAAY A AA
2l GAAg o] el AR FAolete A8}
Z|Zof) A o] e,

#FH £ mAdMe FRAACI AT e
11q12-13 §-9i9] Eddo|e}r] X oh= =] oncogent
antioncogene 59 W =& YHol4o 2 ol s
YA o] 7h5dlehe 7Hy stell p 539 erbB2 -4 =ke] of
Ae Z2AFEY vl Rl M= oA o] A4AE
elg-g ¥ w3 |k gloh,

o

v

My
b

REFERENCES

1) Malberti F, Surian M, Cosci P: Effect of chronic
intravenous calcitriol on parathyroid function and
set point of calcium in dialysis patients with refrac-
tory secondary hyperparathyrodism. Nephrol Dial
Tranplant 7:822-828, 1992

2) Felsefeld AJ, Rodriguez M, Dunlay R, Llach F: A
comparison of perathyroid gland function in
haemodialysis patients with different forms of renal
osteodystrophy. Nephrol Dial Transplant 6:244-251,
1991

3) Llach F, massary SG, Singer FR, Kurokawa K,
Kaye JH, Coburn JW: Skeletal resistance to en-
dogenous parathyroid hormone in patients with early
renal failure. A possible cause for secondary hyper-
parathyroidism. | Clin Endocrinol Metab 41:339
-345, 1975

4) D’Armour P, Jobin J, Hamel L, L’Ecuyer N: iPTH
values during haemodialysis: Role of itonized Ca,
dialysis membranes and iPTH assay. Kidney Int
38:308-314, 1990

5-84



