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our patients is presented in Table 3. HT was found in 
42 (30%) of the 140 specimens (7 males, 16.7% and 
35 females, 83.3%). PTC was found in 32 (22.9%) of 
the 140 specimens, (7 males, 21.9% and 25 females, 
78.1%). Coexistence of HT and PTC was detected in 
12 (8.6%) of the 140 specimens, (3 males, 25% and 9 
females, 75%). Among 32 specimens with PTC, the 
prevalence of HT was 37.5%, which is higher than 
the prevalence of HT in other specimens without 
PTC (27.7%). Among 42 specimens with HT, the 
prevalence of PTC was 28.6%, which is higher than 
the prevalence of PTC in other specimens without HT 
(20.4%). However, there was no statistically significant 
difference (χ2=1.11, df=1, p=0.29) between the pres-
ence of PTC in specimens with HT and the presence 
of PTC in other HT negative specimens (Table 3). 
The majority of thyroidectomized patients with HT 
or PTC were females (35 females versus 7 males and 
25 females versus 7 males, respectively); there was no 
statistically significant gender difference (χ2=0.49, 
df=1, p=0.48) or PTC (χ2=2.43, df=1, p=0.12).

The available clinicopathologic features of the 32 
PTC patients with and without HT are summarized 
in Table 4. The majority of PTC patients were females 
(25 female versus 7 male); there was no statistically 
significant gender difference between PTC patients 
with and without HT (χ2=0.11, df=1, p=0.74). In 
addition, there was no significant difference in age 
(t=1.36, df=30, p=0.18) or tumour size (χ2=0.305, 
df=1, p=0.58) at the time of diagnosis between PTC 
patients with and without HT. The number of PTC 
patients with tumour size ≤10mm was the same among 
the two groups (HT present and HT absent). Follow-
up data revealed no persistent or recurrent PTC. No 
deaths were observed among patients with PTC from 
the time of diagnosis to the last follow-up examination 
(mean±SD is 3.7±1.6 years).

DISCUSSION

Our findings showed a low rate (8.6%) of PTC 
and HT coexistence and no statistically significant 
relationship between the presence of HT and the 
presence of PTC in histopathologic material of 140 
thyroidectomized patients. Several retrospective stud-
ies have revealed a strong correlation between these 
two diseases, whereas other clinical and cytological 
studies have failed to show any significant increase 
in the incidence of PTC or TC in cohorts of patients 
with HT, as was also shown in our study.6-21 Pertinent 
data from various studies are presented in Table 5. 
In a study by Larson et al, patients with HT were 
three times more likely to have differentiated thyroid 
cancer (DTC) than patients without HT, suggesting 
a strong link between HT and DTC.19 The link was 
supported by the immunohistochemical evidence of 
increased phosphorylated Akt, Akt1, and Akt2 expres-
sion in regions of HT and thyroid cancer compared 
with regions of normal surrounding thyroid tissue.19 
Wirtschafter et al identified the presence of RET/PTC 
genetic aberrations in 15 patients with HT, in the 
absence of any clinically detectable thyroid cancer.23 

Table 3. Association between PTC and HT among 140 thyroidec-
tomized patients.

Histopathologic  
diagnosis HT present HT absent Total

PTC present 12 20 32

PTC absent 30 78 108

Total 42 98 140

χ2-test: p >0.05, HT: Hashimoto’s Thyroiditis, PTC: Papillary 
Thyroid Carcinoma

Table 4. Clinicopathologic characteristics of 32 PTC patients with 
and without HT.

Characteristics
HT present

(N=12)
HT absent

(N=20)

Age (years) mean ± SD  
at diagnosis

49.25 ± 10.21 54.70 ± 11.42

Gender (female/male) 9/3 16/4

Stage (TNM)
Stage I 2 T1aN0M0

10 T1bN0M0)
2 T1aN0M0

18 T1bN0M0)

Tumour size (cm)

≤1

>1 but ≤2

2

10

2

18

Family history of TC 0 0

Persistent or recurrent PTC 0 0

Deaths 0 0

HT: Hashimoto’s Thyroiditis, TC: Thyroid Cancer, PTC: Papil-
lary Thyroid Carcinoma, T1a: tumour diameter 1cm or less, T1b: 
tumour diameter more than 1cm but not more than 2cm, N0: 
no regional lymph node matastasis, M0: no distant metastasis. 
For statistical evaluation see text




