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(QGHPLN JXDWUGD WLURLG DQWLNRUODUÕ DUWDELOPHNWHGLU� %X oDOÕúPDGD 0DODW\D LOLQGH \DúD\ÕS� SROLNOLQL÷LPL]H
EDúYXUDQ YH GH÷LúLN GHUHFHOHUGH JXDWUÕ RODQ �� KDVWD LOH �� VD÷OÕNOÕ NRQWURO JUXEXQGD DQWLPLNUR]RPDO �DQWL�
0� YH DQWLWLURJOREXOLQ �DQWL�7� DQWLNRUODUÕQÕQ G�]H\L DUDúWÕUÕOGÕ� dDOÕúPDPÕ]GD DQWL�0 G�]H\OHULQL NRQWURO
JUXEXQGDNL ELUH\OHULQ W�P�QGH QHJDWLI� KDVWD JUXEXQGD LVH WRSODP �� KDVWDQÕQ �¶XQGD �������� SR]LWLI
RODUDN VDSWDGÕN� %X SR]LWLIOLN RUDQÕ *1b grubunda %7.3, G2‘de %9.75, G3‘de ise %4.87 idi. Anti-T düzeyleri
LVH NRQWURO JUXEXQGD YH KDVWDODUÕPÕ]ÕQ *1b ve G2 JUXSODUÕQGD QRUPDO VÕQÕUODUGD LNHQ *3 grubunda normal
GH÷HULQLQ \DNODúÕN LNL NDWÕQD �������±����� 8�PO� XODúÕ\RUGX� $QWL�7 GH÷HUOHUL JXDWU E�\�NO�÷� LOH GR÷UX
RUDQWÕOÕ DUWÕú J|VWHUL\RUGX �S<������� 6RQXoODUÕPÕ] L\RW HNVLNOL÷LQGH DUWÕú PHNDQL]PDVÕ WDP RODUDN ELOLQPHVH
GH WLURLG DQWLNRUODUÕQÕQ DUWDELOHFH÷LQL J|VWHUPHNWHGLU� >7XUJXW g]DO 7ÕS 0HUNH]L 'HUJLVL ���������������@

Anahtar Kelimeler:(QGHPLN JXDWU� L\RW HNVLNOL÷L� WLURLG DQWLNRUODUÕ

Anti-thyroid antibodies in patients with endemic goitre

Anti-thyroid antibodies may be present in patients with endemic goitre. We evaluated the levels of
antimicrozomal (anti-M), and antithyroglobulin (anti-T) antibodies in 41 patients with endemic goitre and 15
healthy subjects. Anti-M levels were negative in all healthy subjects while 9 (21.95%) of 41 patients had
positive titers (G1b; 7.3%,  G2; 9.75%,  G3; 4.87%). Anti-T levels were within normal range in healthy
subjects, and patient groups of  G1b, and  G2.. But it was elevated in patient group G3 (178.85±88.44 U/ml).
Anti-T values were correlated directly with goitre size (p<0.001). Consequently, thyroid antibodies may be
increased with an unknown mechanism in iodine-deficient patients. [Journal of Turgut Özal Medical Center
1998;5(1):30-33]
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øQ|Q� hQLYHUVLWHVL 7ÕS )DN�OWHVL� %L\RLVWDWLVWLN $QDELOLP 'DOÕ� 0DODW\D

Tiroid dokusunun hacim olarak  büyümesine guatr
GHQLU ���� %HOLUOL ELU E|OJH KDONÕQÕQ � �¶LQGHQ

ID]ODVÕQÕ HWNLOH\HQ YH EHOLUOL ELU IDNW|U�Q HNVLNOL÷LQH

YH\D JXDWURMHQ ELU PDGGHQLQ NXOODQÕPÕQD ED÷OÕ RODUDN

görülen tiroid hiperplazileri için endemik guatr  terimi

NXOODQÕOPDNWDGÕU ��� ��� (QGHPLN JXDWUÕQ EDúWD JHOHQ

YH HQ |QHPOL QHGHQL L\RW HNVLNOL÷LGLU ������ 2WRLPP�Q

WLURLG KDVWDOÕNODUÕQGD WLURLG GRNXVXQD NDUúÕ JHOLúHQ

DQWLMHQ�DQWLNRU NRPSOHNVOHULQLQ YDUOÕ÷Õ ELOLQPHNWHGLU�

%XQODUÕQ EDúOÕFDODUÕ WLURJOREXOLQH NDUúÕ JHOLúHQ DQWLNRU
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(anti-T) ve follikül hücresi mikrozomal peroksidaza
NDUúÕ JHOLúHQ �DQWL�0� DQWLNRUODUGÕU ���� (QGHPLN

JXDWUOÕ KDVWDODUGD � � RUDQÕQGD DQWL�0� � ���

RUDQÕQGD GD DQWL�0 YH DQWL�7¶QLQ ELUDUDGD SR]LWLI

ROGX÷X ELOGLULOPLúWLU ������

%X oDOÕúPDGD 0DODW\D LOLQGH \DúD\ÕS�

SROLNOLQL÷LPL]H EDúYXUDQ YH GH÷LúLN GHUHFHOHUGH JXDWUÕ

RODQ KDVWDODUOD VD÷OÕNOÕ NRQWURO JUXSODUÕQGD WLURLG

DQWLNRUODUÕQÕQ �DQWL�7 YH DQWL�0� GXUXPX DUDúWÕUÕOGÕ�

MATERYAL  VE  METOD

%X oDOÕúPD øQ|Q� hQLYHUVLWHVL 7ÕS )DN�OWHVL�

7XUJXW g]DO 7ÕS 0HUNH]L dRFXN 6D÷OÕ÷Õ YH

+DVWDOÕNODUÕ $QDELOLP 'DOÕ� dRFXN (QGRNULQRORML

%LOLP 'DOÕQGD 2FDN ���� � 0DUW ���� WDULKOHUL

DUDVÕQGD \DSÕOGÕ�

dDOÕúPD\D SROLNOLQL÷LPL]H EDúYXUDQ YH \DúODUÕ ����

�� \ÕO DUDVÕQGD GH÷LúHQ �� JXDWUOÕ KDVWD DOÕQGÕ� .RQWURO

(G0� JUXEXQX LVH D\QÕ E|OJHGH \DúD\DQ YH JXDWUÕ

ROPD\DQ �� NLúL ROXúWXUGX� +DVWD YH NRQWURO

grubundaki bütün bireylerde rutin fizik muayene ve
D\UÕQWÕOÕ WLURLG EH]L PXD\HQHVL \DSÕOGÕ� +DVWDODUGD

JXDWUD HúOLN HGHQ EDúND KDVWDOÕNODUÕQ ROPDPDVÕQD

dikkat edildi, olanlar ise ekarte edildi. Bütün
hastalarda tiroid bezi ultrasonografik olarak
GH÷HUOHQGLULOGL� 6HUXP� �� VDDWOLN LGUDU YH VSRW LGUDU

örneklerinde  iyot düzeyleri ölçüldü.

+DVWDODU� '�Q\D 6D÷OÕN gUJ�W� �'6g�¶Q�Q

PRGLIL\H NULWHUOHUL GLNNDWH DOÕQDUDN ³WLURLG EH]L

E�\�NO�NOHULQH J|UH HQ N�o�NWHQ HQ E�\�÷H GR÷UX´

G1b, G2 ve  G3 ROPDN �]HUH � JUXED D\UÕOGÕ

(2,4,6,8,9).

Serum ve idrarda iyot düzeyleri, iyon analizör
\|QWHPL NXOODQÕODUDN PJ�/ RODUDN |Oo�OG� YH µg/dl’ye
çevrildi.  T3; ng/dl, T4; µg/dl, TSH; µIU/ml, sT3;
pg/ml, sT4; ng/dl olarak rutin laboratuar yöntemleriyle
ölçüldü. Anti-T immünoradiometrikassay (IRMA),
anti-M ise indirekt hemaglutinasyon (IHA)
yöntemleriyle ölçüldü. Anti-T için 100 U/ml’nin
�]HUL� DQWL�0 LoLQ LVH ����� YH �]HULQGHNL GH÷HUOHU

pozitif kabul edildi.

øVWDWLVWLN� 0HYFXW SDUDPHWUHOHULQ NRUHODV\RQODUÕ

için Spearman korelasyon testi, guatr derecesinin
NRQWURO YH KDVWD JXUXSODUÕQGD NDUúÕODúWÕUÕOPDVÕ LoLQ

.UXVNDO�:DOOLV WHVWL� LNLOL NDUúÕODúWÕUPDODU LoLQ LVH

0DQQ�:KLWQH\ �8 WHVWL X\JXODQGÕ�

SONUÇLAR

dDOÕúPD JUXEXQX SROLNOLQL÷H EDúYXUDQ JXDWUOÕ ��

hasta, kontrol (G0� JUXEXQX LVH D\QÕ E|OJHGH \DúD\DQ

YH JXDWUÕ ROPD\DQ �� NLúL ROXúWXUGX�

Kontrol (G0� JUXEXQGDNL �� KDVWDGDQ �¶VL NÕ]� �¶L

HUNHN ROXS� \Dú RUWDODPDODUÕ ����±���� \ÕO �������� LGL�

+DVWD JUXSODUÕQGDQ *1b GHNL �� KDVWDQÕQ �¶� HUNHN�

��¶� NÕ] YH \Dú RUWDODPDVÕ ����±���� \ÕO ��������� *2

GHNL �� KDVWDQÕQ� �¶VL HUNHN� ��¶L NÕ] YH \Dú RUWDODPDVÕ

13,13±���� \ÕO ������� *3 GHNL � KDVWDQÕQ W�P� NÕ]

ROXS \Dú RUWDODPDVÕ ��±���� \ÕO ������� LGL�

9DNDODUÕQ WLURLG XOWUDVRQRJUDILOHULQGH QRG�O YH\D

+DVKLPRWR WLURLGLWLQL G�ú�QG�UHFHN ELU EXOJX \RNWX�

Serum iyot düzeyi (G0; 6.37±0.61 µg/dl, G1b;
5.35±0.37 µg/dl, G2; 4.39±0.39 µg/dl, G3; 4.13±0.93
µg/dl, p<0.05), yirmidört saatlik idrar iyotu (G0;
59.6±4.69 µg/gün, G1b; 48.5±5.50 µg/gün, G2;
30.8±2.25 µg/gün, G3; 39.4±10.7 µg/gün,  p<0.05)  ve
spot idrar iyotu/kreatinin (µJ�J� RUDQÕ �*0; 83.54±9.96
µg/g, G1b; 60.82±4.58 µg/g, G2; 51.04±3.39 µg/g,  G3;
44.82±10.73 µJ�J� S������ JXDWU GHUHFHVL LOH RUDQWÕOÕ

RODUDN D]DOPD J|VWHUL\RUGX� øVWDWLVWLNVHO RODUDN

DQODPOÕ ROPDPDNOD ELUOLNWH 74, sT4 düzeyleri guatr
GHUHFHVL LOH RUDQWÕOÕ RODUDN D]DOÕUNHQ� 76+ DUWÕ\RUGX

�S!������ 6RQXo RODUDN YDNDODUÕPÕ]GD KDILI YH RUWD

GHUHFHGH L\RW HNVLNOL÷L ROXS� NRQWURO JUXEXPX]GD ELOH

HQGHPLN JXDWU LoLQ |QFHGHQ ELOGLULOPLú RODQ VÕQÕUODUÕQ

DOWÕQGD ����� µJ L\RW�J NUHDWLQLQ� LGUDU L\RW GH÷HUOHUL

mevcuttu (2,3).

+DVWD JUXSODUÕ YH NRQWURO JUXEXQD DLW WLURLG

KRUPRQ GH÷HUOHUL LOH DQWL�7 YH DQWL�0 G�]H\OHUL 7DEOR

�¶GH J|VWHULOPLúWLU� $QWL�7 G�]H\OHUL� *0’da;
16,9±29,57 U/ml (3,5-93,50), G1b’de; 28,26±74,8
U/ml  (3,40-316,1),  G2’de 54,4±58,9 U/ml (3,40-160)
ve G3’de  178,85 ± 176,89 U/ml (9-427) idi.  G0, G1b

ve G2
GH QRUPDO VÕQÕUODU ����� 8�PO� LoLQGH RODQ EX

GH÷HUOHU *3¶GH QRUPDO GH÷HULQLQ LNL NDWÕQD �������±
������ 8�PO ������� \DNODúPÕú RODUDN VDSWDQGÕ�

ho�QF� JUXS LOH GL÷HU JUXSODU DUDVÕQGDNL EX IDUN

LVWDWLVWLNVHO RODUDN DQODPOÕ EXOXQGX �S������� 7DEOR

1).

Anti-M, kontrol  grubundaki bireylerin tümünde
QHJDWLI LGL ��������� +DVWD JUXEXQGD LVH �� KDVWDQÕQ

� ��������¶XQGD SR]LWLI VDSWDQGÕ� +DVWD JUXSODUÕQD

EDNÕOGÕ÷ÕQGD� *1b¶GHNL �� KDVWDQÕQ ��¶�QGH QHJDWLI�

bir hastada 1/400, iki hastada ise 1/1600 bulundu.
G2¶GHNL �� KDVWDQÕQ �¶�QGH ������� �� KDVWDGD LVH

negatif idi. G3¶WHNL � KDVWDQÕQ LNLVLQGH QHJDWLI� ELULQGH

1/400 ve bir hastada 1/1600 olarak bulundu. Anti-M
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Tablo 1. Hasta ve kontrol grubunda tiroid hormon ve antikor düzeyleri

Gruplar
       ⇓

T3 (ng/dl)
Ort ±SE
(N:80-210)

sT3 (pg/ml)
Ort ±SE
(N:1,4 - 4,4)

T4 (µg/dl)
Ort ±SE
(N:4,5-12,5)

sT4 (ng/dl)
Ort ±SE
(N:0,4-2,4)

TSH (µIU/ml)
Ort ±SE
(N:0,4-4,5)

Anti-T (U /ml)
Ort ±SE
(N:< 100)

Anti-M**
Ort ±SE
(N:<1/400)

G0 (Kontrol, n=15) 187.6 ± 12.42 4.05 ± 0.21 9.60 ± 0.32 1.48 ± 0.07 1.73 ± 0.28 16.9 ± 7.63*<1/400(15)
 G1b (17 hasta) 179 ± 10.09 3.58 ± 0.22 9.08 ± 0.41 1.44 ± 0.13 2.01 ± 0.22 28.26 ± 18.14<1/400 (14)

1/400  (1)
1/1600 (2)

G2 (20 hasta) 187 ± 7.94 4.08 ± 0.36 8.17 ± 0.46 1.25 ± 0.11 2.77 ± 0.61 54.4 ± 13.17<1/400 (16)
1/1600 (4)

G3 (4 hasta) 190,9 ± 21 3.42 ± 0.45 7.79 ± 1.29 1.23 ±  0.2 0.93 ± 0.54 178.85 ± 88.5*<1/400 (2)
1/400 (1)
1/1600 (1)

* p < 0.001 (G0 -G 3 )
 � $QWL�0 V�WXQXQGD SDUHQWH] LoL UDNDPODU KDVWD VD\ÕODUÕQÕ J|VWHUPHNWHGLU�

SR]LWLIOL÷LQLQ KDVWD JUXSODUÕQGDNL GD÷ÕOÕP \�]GHVL

G1b’de; % 7,3, G2’de % 9,75, G3’de ise % 4,87 idi.

7$57,ù0$

2WRLPP�Q WLURLG KDVWDOÕNODUÕQGD WLURLG GRNXVXQD

NDUúÕ JHOLúHQ DQWLMHQ�DQWLNRU NRPSOHNVOHULQLQ ROGX÷X

bilinmektedir. Bunlar; tiroglobulin, kolloid doku ve
PLNUR]RPODUD NDUúÕ JHOLúHQ DQWLNRUODUGÕU�

7LURJOREXOLQH NDUúÕ JHOLúHQ DQWLNRUD DQWL�WLURJOREXOLQ

antikoru (anti-T) denir. Follikül hücresi
PLNUR]RPODUÕQD NDUúÕ JHOLúHQ DQWLNRUD LVH WLURLG

SHURNVLGD]Õ YH\D DQWLPLNUR]RPDO DQWLNRU �DQWL�0�

GHQLU ���� $QWL�7� ,J* \DSÕVÕQGD ROXS RWRLPP�Q WLURLG

KDVWDOÕNODUÕQÕQ WDQÕVÕQGD |QHP WDúÕU� *UDYHV�

+DVKLPRWR KDVWDOÕ÷Õ� LGLRSDWLN PLNV|GHP \DQÕVÕUD

KLSRWLURLGL� |WLURLGL YH KLSHUWLURLGLGH GH DUWDELOHFH÷L

J|VWHULOPLúWLU ������� 2WRLPP�Q WLURLG KDVWDOÕNODUÕ YH

WLURLG DQWLNRUODUÕQÕQ J|U�OPHVL \Dú LOHUOHGLNoH�

|]HOOLNOH NDGÕQODUGD DUWPDNWDGÕU� %X DQWLNRUODUÕQ

J|U�OPH VÕNOÕ÷Õ LON LNL GHNDGGD ��� LNHQ DOWÕQFÕ

GHNDGGD ��� G�]H\OHULQH oÕNPDNWDGÕU� %XQODU WLURLG

K�FUHOHULQGH '1$ VHQWH]LQL DUWÕUÕS UHSOLNDV\RQX

SURYDNH HWPHNWH� GROD\ÕVÕ\OD WLURLG EH]LQGH E�\�PH\L

VD÷ODPDNWDGÕUODU �����

(QGHPLN JXDWUGD WLURLG DQWLNRUODUÕQÕQ GXUXPX

oHúLWOL oDOÕúPDODUGD DUDúWÕUÕOPÕúWÕU ������������ %LU

oDOÕúPDGD HQGHPLN JXDWU E|OJHVLQGHNL KDVWDODUÕQ �

9’unda  anti-M  düzeylerinin pozitif  (1/400 ve üzeri)
ROGX÷X� DQFDN KLo ELULQGH DQWL�7 SR]LWLIOL÷LQH

UDVWODQPDGÕ÷Õ ELOGLULOPLúWLU ���� 5RWL YH DUN� ��� LVH

DQWL�0 YH DQWL�7¶QLQ ELUOLNWH SR]LWLIOL÷LQLQ GDKD oRN

HYUH ,, ROJXODUGD YH � ��� RUDQÕQGD ROGX÷XQX

ELOGLUPLúOHUGLU� 'L÷HU ELU oDOÕúPDGD LVH � KDVWDQÕQ

�¶VÕQGD DQWL�0 G�]H\LQLQ SR]LWLIOL÷L LOH ELUOLNWH WLURLG

EH]LQGH KDVVDVL\HW ROGX÷X EHOLUWLOPLúWLU ���� %LU EDúND

oDOÕúPDGD HQGHPLN YH |WLURLGLN JXDWUÕ RODQ NÕ]ODUGD

WLURLG DQWLNRUODUÕQD UDVWODQPDPÕúWÕU ����� %HQPLORXG

YH DUNDGDúODUÕQÕQ ���� oDOÕúPDVÕQGD GD HQGHPLN

JXDWUOÕ �� KDVWDQÕQ KLoELULQGH DQWL�0 SR]LWLIOL÷LQH

UDVWODQPDGÕ÷Õ ELOGLULOPLúWLU�

(QGHPLN JXDWUGD WLURLG DQWLNRUODUÕQÕQ SR]LWLI

ROPDVÕQÕQ QHGHQL WDP RODUDN D\GÕQODWÕODPDPÕúWÕU�

+D\YDQ oDOÕúPDODUÕQGD L\RW HNVLNOL÷L RODQ UDWODUGD

WLURLG EH]LQLQ 76+¶QD KDVVDV KDOH JHOGL÷L YH E|\OHFH

76+ G�]H\L QRUPDO LNHQ DQWL�0 G�]H\LQLQ DUWPDVÕQÕQ

ED]Õ WLURLG K�FUHOHULQLQ 76+¶QD RODQ GX\DUOÕOÕ÷ÕQÕQ

DUWPDVÕQD ED÷OÕ RODELOHFH÷L EHOLUWLOPLúWLU ����

dDOÕúPDPÕ]GD DQWL�0 G�]H\OHULQL NRQWURO

grubundaki bireylerin tümünde  negatif, hasta
JUXEXQGD LVH WRSODP �� KDVWDQÕQ �¶XQGD ��������

SR]LWLI RODUDN VDSWDGÕN� 3R]LWLIOLN RUDQÕ *1b grubunda
% 7,3, G2‘de % 9,75, G3‘de ise % 4,87 idi. Bu
VRQXoODU DQWL�0 G�]H\LQLQ JXDWU GHUHFHVL LOH DUWWÕ÷ÕQÕ

göstermektedir. Ancak G3 JUXEXQGD J|]OHGL÷LPL]

G�ú�N SR]LWLIOL÷LQ PXKWHPHOHQ *3 grubundaki  hasta
SRSXODV\RQXPX]XQ VD\ÕFD D]OÕ÷ÕQGDQ

ND\QDNODQDELOHFH÷LQL G�ú�QPHNWH\L]�

Anti-T düzeylerinin ise kontrol grubunda ve
KDVWDODUÕPÕ]ÕQ *1b ve G2 JUXSODUÕQGD QRUPDO

VÕQÕUODUGD ROGX÷XQX� IDNDW *3 grubundakilerde normal
GH÷HULQLQ \DNODúÕN LNL NDWÕQD �������±176,89 U/ml)
XODúWÕ÷ÕQÕ J|]OHPOHGLN� .RQWURO JUXEX LOH *1b grubu
DUDVÕQGD �S������ YH NRQWURO JUXEX LOH *2 grubu
DUDVÕQGD �S������� NRQWURO JUXEX LOH *3 grubu
DUDVÕQGD �S������� DQWL�7 DoÕVÕQGDQ DQODPOÕ

LVWDWLVWLNVHO IDUNOÕOÕNODU YDUGÕ �7DEOR ��� $QWL�7

GH÷HUOHUL JXDWU E�\�NO�÷� LOH GR÷UX RUDQWÕOÕ DUWÕú

J|VWHUL\RUGX� (Q \�NVHN DQWL�7 GH÷HUOHUL *3

grubundaki hastalara aitti.
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6RQXoODUÕPÕ] PHYFXW OLWHUDW�U ELOJLOHUL\OH X\XPOX

RODUDN� L\RW HNVLNOL÷LQGH DUWÕú PHNDQL]PDVÕ WDP RODUDN

bilinmese GH WLURLG DQWLNRUODUÕQÕQ DUWDELOHFH÷LQL

göstermektedir.
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