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MNEPIFTPA®H MEPINTOQXHZ

KaloriOng napodikn uneppwodaracaipia
oe Kopitol nAikiag 3 xpovav

X. Navag, T'. T¢ouBeréxng, A. KatpioU

B’ ITawSrwatpikr) Khivikny A.I1.0., Noookopeio AXETIA

Hepidnyn. Ieprypdeetar nepintwon karorjfovg napodukrig veppwopatacatiag oe kopitol niuciag 3 xpo-
vwv. H 6tdyvwon tédnice petd and tvxaio epyaotnpiaro Ereyxo nov €yte ota niaioia S1epevvnong ooTiK®y
aryov ota katw axpa. H tiur e aikalucric pwogatdong tov opov épdaoce otic 4900 u/L kat enavijAde oe
puoloroytd enteba peta and 4 pveg xwpic kapia napéupaon.

Aéerg-kAerdrd: alkalikr] pwopardorn, veppwopatacaiia, tapodukry avénon tng aAKarKrg euoPatdong

Nanas Chr, Tzoubelekeis G, Catriu D. Benign transient hyperphosphatasaemia in a 3 years old girl.
B’ Pediatric Dept Aristotelion University, AHEPA Hospital, Thessaloniki, Paediatr N Gr 2001, 13: 176 - 178.

A case of benign transient hyperphosphatasaemia , which was found in a 3 year old girl with transient bone
pain, is described. The diagnosis was suggested by the finding of increased serum alkaline phosphatase
activity more than eightfold the upper reference limit (4.900 u/L) without evidence of bone or liver disease
and by its subsequent return to normal levels within approximately 4 months after diagnosis. The etiology
of the condition and possible mechanisms of the enzyme increase are discussed.
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ue tov "EMnva moudiotgo oty vmooEn g vooo-
Aoywiic autg ovidmtag, 1 omoio TOMES PoES
avevpioxreTOL OTO TAAIOLO TUYOIOV EQYOOTHOLOXOU
eLEyyov.

Eicaywyn

H »ohonng maodiny] veQewopatacatio
(KITY) eilvan plo voooroywrij ovidmnta oyvmdoTou
QLTLOAOYIOS OV yLoL TEATY OEd TEQLYQdQN1E
7O amd TOMA xe6via amd tov Bach!. Extote now
uéyoL onuea €xovv avopeHel UEROVWUEVES TTE-

Mepiypadn nepintwong

oumtdoelg om diedvij Piphoyoagio®®. H natdota-
o1 QUTH TOQATNEETAL RATA TV POEPLHY KoL V-
ok nlrio vow vroyweel ovviifwg wéoo oe 3-6
uivec. H artiomaBoyévera mogaugvetr ayvoorn, mi-
Bavohloyeitan Spmg 6Tl oyetiCeton pue mponynbeioo
AolumEN, natd xavdva Loyevoic aumoloyiact. Ad-
YO TG OTOVLIOTNTOS TS VOOOU, TEQLYQAPOVUE TV
TOQATAV® TEQLTTMON Yo va gvatodnroronjoov-
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Kopitor mniag 3 yxodvov mpooxrouiodnxe
omv Khvn pog yua mopoxohotOnon oot mo-
povoiole maodird ooTrvd dhyn ota ®ATw AxQO
%ol TOAM qVENUEVN TLY OAROMUYS QWOPATAONS
Tov 0000. Elvan 10 dettepo maudi pouvotumind vyL-
WV YOVEWV e EAEVOEQO OLKOYEVELOKO ROl TOMHO
totord. Ot yoveig Tov moudlov avépepay Gt uio
epfdopdda mELY TOQOVOTOOE TUEETO UE HATAQQOT-
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%A, POLVOUEVOAL ROL 0TI CUVEYELQ TTOLQOOWA 00TLRA
ahyn ot ®dtw axea. To modi vrrofAinxe o Oe-
pasmeict WOVO LE CVILTUQETIHA %Ol OTY] CUVEYELQ
emeonépOnoay madlatQo o omoiog oLVEoTOoE €Q-
YaoTNOLoxo EAEYY0 OOV dLamioTdOnre TOAY -
Enuévn turj adrnainnic pwogpatdong opov 4348u/L
(-T. yro v nhxio tov 150-670 u/L), eved to Ca non
o P tov 0001, ou tpavoauvdoeg, 1o, AEURMUATA KoL
N v-GT ftav eviog Twv QUOLOAOYHKV 0QlwV.

A6 v avirepevin eE€taon dev damotd-
Onxe timote to maboroyird .O TAMENS EQYQOTNOLA-
rog €heyyog (ITlv. 1) dev amondiupe ooy, Nmo-
T 1] dGAN V600, Tou Vo OLRALOAOYEL TNV TTOAD -
ENuEv T e oAnalniic poopatdong (TeQLoao-
TEQO AT TO OXTATAGOLO TWV AVOTEQWV 0QIWV YL
™mv nhxia tov tadrov). H axtivoyopapio g deEL-
4g myeoramxyg AeBpwong ®aBwg ®oL OL AXTLVO-
YOOPIES NARQDV 00TMV TMV RATW AXQWV deV ame-
rdAvpay gvppuoto evoewmtrd payitidag 1 dAing
ootrtig véoov. H tun g alxolniic omopotdong
TOU 0Q0U TV YOVEMV NTOV EVIOS TWV (QUOLOAOYL-

Nivakag 1. Epyaotnplakdg EAeyxoq

Hb 11,6g/dl, Ht 35,7%
Neukd apoopaipta 7000 mm3 (MoAu 48%, Aeppo
52%)

e TKE 14 mm 1n wpa, CRP apvntikn, oupia 31,5
mg/dl (¢t 10-50mg/dl)
Kpeatwivn opou 0,75mg/dl (¢t 0,6-1,1mg/dl)
Tpavoauwdoeg: SGOT 15,6U/L (p.t<50U/L),
SGPT 44,6U/L (¢.T.<50U/L)

e yGT 13,6U/L (p.T.<40U/L)
ANKOAIKY) pwapatdon opoU 4600 U/L (¢.T. 150-
670U/L)

e Ca 9,2mg/dl (¢.T. 8-10.5mg/dl), P opoud 5mg/dl
(¢.T. 3-6mg/dl)

® Fe opoUu 68ug/dl (¢.T. 60-120ug/dl), depprtivn
15,6ng/ml (90-200 ng/ml)

® [ahakTikn deldpoyevdon 374 U/L (p.T. 200-400
U/L)

® OAKr xoAepubpivn 0,966 mg/dl (¢p.T. pexpL 1,5
mg/dl)

® 'Eppecog xohepuBpivn 0,680mg/dl (¢.T. u€xpt 1,5
mg/dl)

® Apecog xohepuBpivn 0,286mg/dl (¢.Tt. 0,2-0,3
mg/dl)
OAkd Aeukwpata 7,88g/dl (¢.T. 6-8g/dl)
Neukwpativeg 4,12g/dl (¢.T. 4-6g/dl), opaipiveg
3,76g/dl (¢.T. 2-4g/dl)
MapaBopudvn 12,5pg/ml (¢.1. 10-59pg/ml)
Ca oupwv 24h 72mg/dl (¢.T. 5-40mg/dl)
P oUpwv 24h 129,3mg/dI (¢.T. 0,3-130mg/dl)

rov oplov (untépa 110 u/L, motépag 120 u/L).

e véa PETONOoN TG OAROMRIS PWOQOTAONG,
utoe efdoudda apydtepa, 1 TN g PeEdnre o€
vnAdtepa emimeda (4900 u/L), evd petd and do
URVES M TN TS alrnanic pwaogatdong frav 740
u/L #au t€00eplg ujveg 0QyoTteQa 1 TLWY TS EMAL-
viiABe o€ Quolohoyrnd emtimeda Yo TV nhric Tou
mandrov (400 u/L).

To mapamdvm ®Avind ®oL ®VQlmg T EQYOOTN-
oLaxd gvprjuata, N weonyndeioa Loyevig Aolumen
©aBdg ®oL M QUOLOAOYLRY T TG OARAMXIS o~
opatdong Twv yovémv €0ecav T Oudyvmon g
KITY.

Zufmnon

H xohoiing magodiny veppmopataoaiio
elval (o VOooohoyLxY] ovIoTNTOL 1) 0700 TTOAAES (O-
0€¢ dropetyel g dLdyvoong xaBwmg meoxeLTaL TTE-
ol oVUTTOUOTIENG KOTAOTAONGS, KOL O TOOCILOQL-
OUGE ™S OAROMKIS PMOQATAONS TOV 000U dEV OU-
vnOiCetan vo meQLMAUPAVETOL OTIS EQYOOTNOLORES
eEetdoelg povutivag ota feépn ot wxed toudid. H
VOOGOAOYWXY QT OVTOTITA £ival Eva xohonBeg o~
00dwo awvéuevo, mov mogatneeitar og PEpn
%o Vijmio nuxkiog €og 5 xodvarv, eEioov xan ota
800 @ULa, YwEIC TV TOEOVOIN NTATIRNS 1] OOTIXIS
véoou 4, H olaMny @oogoatdon emavipyetol
ota guotoroywrd enimeda oe didomua 3 €mg 6 un-
VOV 67tmg CUVEPT KoL 0T durt] Lo TEQImT™ON).

H autioroyio mg KITY mopapéver adieunpivi-
o). [TiBavoloyeitan L eivor amotéleouol TEONYN-
Belong MolUmwENG, ®aTd ROVOVOL LOYEVOUS, GG AVOL-
péoetau om SLebvij PLpMoyoagia . Osmpseitar 6t
0 VIevBuvog AOLOYOVOS TToRdYOVTaS EtNOECLEL TTL-
Bavdtato TV Togaymyn, ™ otafeedtnTa 1 TV ®d-
Bopom g aAxrcMKIS POOPATAONHS ATt THV ®URAO-
poQia ®ow £ToL M TLUY TS AEAVEL O€ emtimeda evTa-
TAAOLOL 1) RO UEYOAUTEQX, TWV OVITEQW PUOLOAOYL-
1OV TUDV Yo TO PEEPN %o VHTILOL 2T OLKT] WOG TTE-
olTmOom, ®oBWS AVOPEQOUV OL YOVEIS TOU TToudLov,
ToonyiOnxre pia efdoudda TELY TNV €QYAOTNOLOXN
eE€taon g alnaMnis pwopatdong, mavy Loye-
g AolumEn dudornetog 3-4 nuepyv.

H amovoio ixt€0ov, oL UOLOAOYIRES TUES TV
Toavoouvacay, ™mg Y-GT xow tov Aevroudtov Tou
000U GUVITYOQOUV VTTEQ TOU ATTOXAELOUOU NITCTLRNG
vooov. TTépav Sumg TV VOoUATmY TOU HITOTOS KoL
TV 00TMV 1 drapoprt] dudyvwon g KITY moémet
Vo TEQLAAUPAVEL ROL TNV OLXOYEVT] Xaho BN vTeQ-
POOPOTOCOLUIC 1] OTTOI0L XANQOVOUELTAL UE TOV Q-
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TOOMWXO ETLLOATOVVIOL XOQAUTQO, ETLUEVEL YLOL
TOAGL XOGVIOL ®aL OEV VITOYXWEEL néoa o€ dLdoTnUoL
oMywv unvav’. AAmote ot Sur Lo TeQImTmo o
EAEYYOC TMV YOVEWV QITEPN ALQVITLXAG.

A6 Ta Taeamdve gaivetal ot 1 TEQITTWOoN
UOG OTOTEAEL YOQOUTNOLOTIXG TOQAELYUO TOQO-
Oung ®ohonBovg VITEQPOOPATACULUING dLGTL TTAN-
oel o dwayvootnd oo (Iiv. 2), me KITY
Ta ool oL woudlaTEOoL TTEETEL VoL €XOUV VT
TOVG Yo ™V 0001 didyvwon g voooloyixng av-
TS OVIOTNTOGC.

Nivakag 2. AlayvwoTIKA Kputrpla Tekunpilwong Ka-
AonBoug MapodIKAG UMEPPWoPATATAUAG

1. HAkia <5 xpdévwv

2. Anoucia eppavwv KAWVIKWV CUMITTWUATWY 1) on-
HelwVv eVOEIKTIKWY NTATIKNG 1] O0TIKAG VOTOoU

3. KAwIKn €E€Taon apvnTikr yld OOTIKY] H NATIKY
véoo

4. TMapakAvikdg EAeyYX0G Yla OCTIKN 1) NTIATIKA vOoOo
apvnTikog

5. HAektpopdpnon NG AAKAAIKNG PwoPpaTdong
(aU&non Twv NATikwy L.ooeviUpwy)

6. Endvodog Twv emmedwv TNG AAKAALKNG pwoPa-
Tdong og PUOIOAOYIKA Yia TNV nAkia Tou nadlou
enineda, evrog TPLWV Ewg EEL NVWV

Kraut J.R et al. 1985
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