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T cell immune phenotyping in patients with Hashimoto thyroiditis and its significance
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[ABSTRACT] Objective: To study the phenotypes of T cell in patients with Hashimoto thyrioditis (HT) and to analyze its
relationship with the impairment of follicles, so as to provide evidence for clinical diagnosis and treatment. Methods: Totally 136
HT specimens were obtained by fine needle aspiration biopsy (FNAB) and were divided morphologically(L, P, O type). The
serum parameters (TPOAb, TGAb, TSH) were tested. and 20 cases with nontoxic goiter were taken as control. Immuno-
histochemical assay was performed with 60 specimens and FCM (Flow cytometry ) was used to study 23 specimens. The T cell
infiltration and the distribution of CD3", CD4", and CD8" T cells were compared between all types of HT tissues. The
correlationship between the atrophic degree of follicle with T lymphocytes infiltration and phenotype was analyzed. Results; It
was found that L type (#=58) and P type (n=28) had more serious follicle atrophy than that of O type (n=20) (P<C0.05).
Immuno-histochemical assay showed that the average expression rate of T cells were 45%-60% for L type, 30%-50% for P
type,and 18%-35% for O type. FCM results showed that the T cell marker ratio were: for L type, CD3" 47%-67% ,CD4™"
22%-38% ,CD8" 17%-27%; for P type, CD3" 34%-36%, CD4" 16 %-18% ,CD8" 11%-13% ; for O type , CD3" 33%-45%,
CD4™ 16%-24% ,CD8™ 12%-18%. In L type, the follicle atrophic degree was positively correlated to lymphocyte infiltration
level (r=0.067); however, O type (r= —0.29) and P type (r= —0.29) were both negative correlated to it. Conclusion:
Phenotyping of T cells in FNAB specimens can directly reflect the changing degree of HT, which is helpful for clinical diagnosis
and treatment.
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Tab 1

Comparison of levels of T cell diffuse, follicle atrophy and

serum testing among three different types (L, O, P) of HT tissues

(£
Serum testing
Type N Lymphocytes count Follicle atrophy TPOAb TGAb TSH
(Ue+ml™ 1) (IU L 1H (pIU « ml™H)
Control 20 0.7540.55 0.4840. 47 <40. 00 <30. 00 0. 35-4. 94
Type L 58 19.31+1. 14" 2.90+0.18" 541.92+211. 25 236.77+195. 42 11.37+4.07
Type P 28 3.68+2.26"4 2.954+0.20" 326.80+130. 304 98.24+35. 98~ 2.47+1. 445
Type O 50 5.38+4.02*4 2.5940, 2824 160. 75+77. 65404 82.70+21.124  10.04+43.064

* P<C0. 05 ws control;& P<C0. 05 wvs type L;& P<C0. 05 vs type P
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B 1 FNABHZL H-EHEBHER
Fig 1 H-E staining of FNAB specimens (H-E, X20)
Basilar membrane was collapsed and disintegrated; epithelial cells

were acidophilic

B 2 FNABALA T HEBHMREN HEREBALLEER
Fig 2 H-E staining and EnVison staining of T lymphocytes in FNAB specimens

A: Lymph-follicle like germinal center was comprised by T lymphocytes in transformed and survival thyroid epithelial cells(H-E, X 20); B:

CD8™ expression in germinal center of lymph-follicle; T cells were positive( EnVison, X 20) ; C; Diffused lymphocytes forming circles like follicle

epithelium(H-E, X 20); D: CD4" expression in diffused lymphocytes forming follicle epithelium(EnVison, X 10)
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Fig3 CD3%,CD4% ,and CDS8*

expression in 3 different types of HT tissues

RIS I

PRT M T 4 A2 R S (R 0% 9k 2 448 A 2 kL A 4
CD4" .CD8" T 4 Jifd 1 H A — 2E /)N 4k I 48 Jfd 2 7
HIFEZIREZME CD4™ 5 CD8™ T 4 M iy I 1k A1
HvE AR B T R RO AE R, YR E T
IR L 400 i ) B 25 L A, T T 5 e BRI R g e AT
Watanabe Z FEBF oY A2 HT Wsh WA Bt , & 30
A7 E PR FE S, CD4 T .CD8 " ik I 4 g
AN TR R B e TRl B R BE BT R R BTAR A 3S = , HT
F14) 5 259 A8 v 383 S [) A 0 Ak L 40 i VR Vi L T L
PL/INbR EL A0 L 2, AR S 56 1Y) fe i 2 Ak A 45 2R 3R
B AL DA CD3 " B £ RN 35% ~
50%.CD4" Hefm FRIKFE N 25% ~45%,.CD8" e i
FIKEH 21% ~35%, L BB Fm RiEEN
45%~60% P Alf R IKFH 30%~50% .0 B
FRIBHEN 18% ~35% . A M AR T i
ML, LB R CD3™ 47% ~67%,CD4" 22% ~
38%,CD8" 17%~27% ;P %I/ CD3" 34%~36%,
CD4" 16% ~ 18%, CD8" 11% ~ 13%; O # N
CD3733%~45%,CD4"16% ~24%,CD8" 12% ~

18% ., 4EMUES HT MRES K RZMAE T
CLA MG I A V) C R

V2R HT BEES R E R MENT .
FHE T AEIIfE S W S8 CD4 5 CDS ' T 4 j
LI BEAH X 3% BR . 7T S 2% Thi1/Th2 40 B 2% 47, LA 1)
Thl Ry BH B LA R 0 B B s X
LU ARz SE RAE I, HT B b LAk & 20 i
R e 2, B A Ik B U8 TR g, 8 0 2 4E
L ZEL R S U0 O A0 YR R OE A OG5 PR R i 3
247 i B TR) R 7 B, 96 B 40 B 32 Vi AR R G IR T LAY,
FgFE SO AR R ARG, O BUE =
UEVL B AR B R Y W A T A S DR v S A R
EEMAME, L.P.O 3 BERERAHENERR,
g B2 WA H B e e IR IR R V8 T —
A Y W F e 2% T L (R] Y R TR A e L B b
TEZ5 5 HUR R D) B8 22 18] 77 76 B 4 iy % R 56 =201
HT 9 3 [ 4 2 R AR T 32 0 bk 0 40 Bk 35 i £ A
KA B, T 8 2E WA IA R L HT 1Y 5 B8 A
S S T BOR AR RS M s A5 T BE T L I
MR AR FE 0 25 4, R B R UE I b AR TR I E R
Aptre)

AR SZ R BB UL 2 0 AR HEAT TSR R L L
B TPOAb, TGAb 5 TSH & 3 & T H Al w5 8, 5x
AR T Ab T &0 2 B B i L AR B 2 4451
FUE RN E AR TR R DR T B B TSH & 7t
B, TPOAb KPP RIFEMT L MR EST
O A5 {H TGAb 7 P &1 5 O R [E] X A K #6/h T
LAY, A7 055t 2% B 78 %5 9% 581 B Bt . TPOAD,
TGAb ¥ 0] 34 &5, b J5 7] TGAb v LATE 2%, TPOAD
I AFAE ZA4F , AR SEARST . o5 — D51, B T 40 i %
J2E FIA IR B 72 11 S [ A FH 3 i HHOIR i 28 204 W7 52 )
SR, HOR IR B S PUik ™ AL L BB I 2 48 bR
TPOAb, TGAb 5 TSH L & & FIa Wi, P 1l
F1 O RIEAR 22 07 T 34 2 AR 42 30 9 . 9 L i 1A T i
T R EFREY CD3™ .CD4™ ,CD8 " EK ik K F &
A2 R E, PR O BA/ERN HT e
PEBY Bt. T 4L fE Difig b wl BB A BTk 2. CD4 ",
CD8" T 4 ik L A k2, O BB H T 4l
(T BE T BEYK A5 4f — 2k . HT M3 10 B4y 2K
WERJE O BY I R IA 7 RO BChF . HT /9 228 o 72
¥R LAl —P O R A ik I B B (H S 3 00
OM—>p R~ &, —FEIBHGEI . HT 248 02—



- 376 - BRI K ER 2007 4 H L 28 %

/I\Z:Efjﬁ vﬁt%’slﬁ %‘M\Zﬁé@%ﬂlﬁﬂjo Hi, 6 HT & [5] Karanikas G, John P, Wahl K, et al. T-lymphocyte cytokine

/jé//mi ENAB T&ﬁ ﬁgﬁ oo ﬂ* ) éﬂ} E@ 6}% IEIL: E”3 Tﬁ? W production patterns in nonimmune severe hypothyroid state and
after thyroid hormone replacement therapy[ J]. Thyroid, 2004,

b} ° 14. 488-492.
Z’-‘Eﬁ?‘f éél:% %:Z E)a ,HT ﬁ Q E,‘J 71_\ /EE L:j 71_\ % IEIL: g [6] Karanikas G, Schuetz M, Wahl K, et al. Relation of anti-TPO
% E"J , /H\: ;:’:1 ﬁ%]%‘/ri T (/ﬁ; = éEH H@ 1j] ﬁ(l:j %ﬁL% F",I 21’—‘4 Z,K autoantibody titre and T-lymphocyte cytokine production pat-

- - . erns in Hashimoto”s thyroiditis[ J ]. Clin Endocrinol (Oxf),
A T2 DGR 9 249 B E 0 FRL O T T e i Hashimotas thneidst
AN TR R B R T M, HT R

Watanabe M, Yamamoto N. Maruoka H. et al. Independent

ﬁ EF' L EL_J :J:J'E': %g %% ’;ﬁ: J_L {2 . ﬁ@ iﬁxﬁ ZZII? ﬁ.’l H P Eg jj EP involvement of CD8' CD257 cells and thyroid autoantibodies

/ﬂ}j , #E&Lﬁj‘\{ﬁ@ ; 0] iﬂﬁ@iﬁ% , i’{]ﬁ‘l“{ﬁ@ i ,[H_’, ; % in disease severity of Hashimoto’s disease[]]. Thyroid, 2002,
» ’ § N 12. 801-808.

}Eﬁ FNAB Xﬁ%ﬁﬁﬁiﬁ{k ’ Kj {B]JJ T {ﬁ( & éEH E@ E/:];*é [8] Maloy K J, Salaun L, Cahill R, et al. CD4" CD25" T(R)

};":LJ ’ ﬁgﬁxﬂ‘ﬂﬂ&% HT E@?ﬂé‘%?ﬁ%%ﬁﬁ ’ ?{lllﬁ};ﬁi’z\ﬂéﬁ cells suppress innate immune pathology through cytokine-de-

&fﬁ%?ﬁﬁﬁ%’f;@iﬁ‘l‘i E’\]ﬁ'}ﬁj‘] R pendent mechanisms[J]. J Exp Med, 2003,197: 111-119.

[9] Vasu C, Dogan R N, Holterman M J, et al. Selective induc-
[% % X T’ﬁk] tion of dendritic cells using granulocyte macrophage-colony
stimulating factor, but not fms-like tyrosine kinase receptor 3-
[1] Mazziotti G, Sorvillo F, Naclerio C, et al. Type-1 response in
ligand, activates thyroglobulin-specific CD4" /CD25" T cells
peripheral CD4" and CD8" T cells from patients with Hashim-
oto’s thyroiditis[ J]. Eur J Endocrinol, 2003, 148 383-388.
[2] Bossowski A, Urban M, Stasiak-Barmuta A. Analysis of
changes in the percentage of B (CD19) and T (CD3) lympho-

cytes, subsets CD4, CD8 and their memory (CD45R0O), and

and suppresses experimental autoimmune thyroiditis[J]. ] Im-
munol,2003,170; 5511-5522.

[10] Mizukami Y, Michigishi T, Kawato M, et al. Chronic thyroid-
itis: thyroid function and histologic correlations in 601 cases
[J]. Hum Pathol,1992,23: 980-988.

[11] Mizukami Y, Michigishi T, Nonomura A, et al. Pathology of

naive (CD45RA) T cells in children with immune and non-im-
mune thyroid diseases[J]. ] Pediatr Endocrinol Metab, 2003,
16. 63-70.

[3] 4B #E.GFRM. A 5 b bk TR g B & TR IR Thl/
Th2 4IMLRHEFELT]. REE A0 AR 22 35 2004, 20 96-
99.

C4] XUBE. A T WS A S A FOR IR R [1]. EAMES -
Y432 A0, 2005, 25:50-52.

chronic thyroiditis: a new clinically relevant classification[ ] ].
Pathol Annu,1994,29 (Pt 1). 135-158.
[12] Volpe R. Etiology, pathogenesis. and clinical aspects of thy-
roiditis[J]. Pathol Annu, 1978,13 (Pt 2): 399-413.
[KFBH] 2006-08-09 [EEBHE] 2007-03-22
[AXHE] BHEE BHER

KR ELAARELTIX 2000 EEEREARNFER_FEX

FEAL IR I ARSI RE B2 B A= Y15 5 % SR 5% & 34T 6 21 BA e < 300 DA 2R Pfgge 24 R o 12 ) 2 1 SE b 55 I DR F 5 L 7 b R 1
S ST A TR B DTk, ER 0 0 SRR 2k M o R W R Ak R A 1 15 B R R BEAT IR Y L R IR S T — A LA i
AR 1k IR 455 1) BB 1Y B 2 R TN, L 45 910 1 1k 52 44 SIRPol 98 £ 1 p28 U 1Y 32 1A T 2 R W R B PCP-2 . W] 45 & SH3 45 i1y
B HCCAL Fl HCCAZ2 , BLAT i 192 I8 6 0% M (0 30 25 B PTEN 45, ) 0 T AR FAHLE 6 5 T FC7E B osd L % ) 2 S0 &
A 0 R R A AR AL AR AE T RE R ORI R RTSE . SR R N A 2 BUM I BEBE T EE T NN IR 4 F S BL R A AL, Sk B
JE B0 RIS T R W SR AL TR A, A S AR I K MR 2T FBURE TR MR AR, R E MR T S MER LW LA H
W3 TR AR, WFEEGS R & AR A B W BRI L, B SCT 51 332 ik, BLIK %3 H 3k 2006 FEE K A SRR %



