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TGF-« 5 EGFR 742 & 1% FR SSR Th gE T AE AR H 4R vh
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KBRS, ERAN, AL

(1. 3B FMARIRER @ M, TR #0 2150005 2. A& K FWE T XER S50 =4, T &% 210000)

W OE BE: Wt ERKNT o (TCF-a ) SREAKETZE (EGFR) 154k % 1 HUIR 35 15 2 g 7T
(SHPT ) H35 HUAR 55 I B fA 20 4 b iy 22 5k B i 3L
F5 ik W 36 1 SHPT 4H b5 A L &2 7 9 1F 4 EﬁJkﬁHJ%éﬂ,/\irTZIi E Yo £ [X 43 0K 18 1 34 A gl
PEIG A HUR 55 R, ] G g 20 Ak vk R ) T A IR 55 B 21 21 P TGF- o . EGFR HI Ki-67 By R IK, Jf 43 #r
TGF-« . EGFR ik 5 SHPT BF IR HRIE KM LR,
L5R: 36 ) SHPT "haRiBMERAE 17 B, 457 HENGA: 19 6, HOARSS BRI 1 2 250 5 B AR S . M .
BHTEIE . ARATHCRSF IR B KE . mAS . R . ESEERA . M AEN . maEa., REA . LB
B ME B AR K W o6 R (3 P>0.05) , TGF-a . EGFR. Ki-67 BIFIATEIE# HARSFIRSL . ok
18 VRS A HUIR S5 MR S5 PR 2R R SS IR b R W] i P (35 P<0.05) &
£51%: TGF-a 5 EGFR 7E SHPT B AR b Rah3g &, H-5 FUIR % i 40 e i 3 28 7 s DDA G .
KA HUIRZS IR DD RETUHEAE , dh Rk HALAERNT o 2K, REAKKE T
HRESES: R653.3

Expressions of EGFR and TGF-a in parathyroid gland tissue
of patients with secondary hyperparathyroidism and their
significance
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Abstract Objective: To investigate the expressions of transforming growth factor a (TGF-a) and epidermal growth factor
receptor (EGFR) in the parathyroid gland tissue of patients with secondary hyperparathyroidism (SHPT) and
their significance.

Methods: The tissue specimens of parathyroid gland tissue from 36 SHPT patients and 7 healthy subjects were
collected. The parathyroid gland tissues with diffuse hyperplasia or nodular hyperplasia were distinguished by HE
staining, the protein expressions of TGF-a, EGFR and Ki-67 in all the parathyroid gland tissues were determined

by immunohistochemical staining, and the relations of TGF-a and EGFR expressions with the clinicopathologic
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factors of SHPT patients were analyzed.

Results: Of the 36 SHPT patients, the parathyroid gland presented diffuse hyperplasia in 17 cases and nodular

hyperplasia in 19 cases. The types of hyperplasia showed no significant relation with the clinicopathologic

factors that included age, gender, dialysis time, preoperative parathyroid hormone level, blood levels of

calcium and phosphate, calcium-phosphate product, albumin, hemoglobin, blood urea nitrogen, creatinine

and alkaline phosphatase of the patients (all P>0.05). All expressions of TGF-a, EGFR and Ki-67 were

significantly elevated in an increasing order in normal, diffuse and nodular hyperplastic parathyroid gland

tissue (all P<0.05).

Conclusion: TGF-a and EGFR expressions are increased in the parathyroid gland tissue of SHPT patients, and

are closely related with the type of the hyperplasia of the parathyroid of SHPT patients.
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gk K PE AR 55 B D g JU#EAE (secondary
hyperparathyroidism, SHPT ) J& & ¥ "5 i s
( chronic kidney disease, CKD ) H&E &% Wiy
I REZ "1, G R T AR bR 55 B 2 48 A R R bR
55 R U 3R Ao B S RN 430 S S ERRAE, WT LS
O Bk, & FRge . HHs . IRBUE 2 R8¢
M, e ERERCKD B Y AR T o A e
LA TR IRE , FELCRII B R R E T, AIF
SHPT (Y 58 50K 4 )F SHPT I £ 35 & A BRI o
AR T 1oR LA B TR Bk IS DL R 4E A
F DAY R R BYRIBCR , TR S5 B 4 20 1 A
JE BN, 22 v W R 0 AR O M Ay B v
PE L H TRIE R G A e A O SRR R AR, T ALE I
IR BRI, 58 BEE s A ), fEAEXT 2
Wy BT AS A 2 T S IO A A 7 T R DD B H IR 5%
Rl LB A B ANV R L A AE KT o
(transforming growth factor o, TGF-« ) E—Fh
A 2oy 2K, AT LU Ik R A R 20 7 A
PG MES, dREe R AERK N 721K (epidermal
growth factor receptor, EGFR) M454&"!, Bi% 1k
IR VBENE R, — RV GR SR, B
LA B B L B A LA B R Ki-67 2 H TR
P E iz A 0 i B s s AR ik 2z — 1
KEHIER R, FARFGIRANAPTCF- o MEGFRAY
Fib . AIIBEAERAFS R0, 7E R 55 I
AR Y s BEAL R op ke B AR A, (H B AL
il i AN IEAE . BB B TGF - « MIEGFRAEA
B A ALY TR 55 IR AH S b i R AR IE L, TR
SHPTIR YT HY B L i 4 i) 20 s 56 LAl
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1 #MBRERE

1.1 FRASRIR

WAE201344H —20164F4 H T 4/ K24 Kt
Ja& v K s B 3 3E A BT TR D) BR A HR 55 R AR AR
3641, 224 9 B U AR 5 12 Wi O IE 5208 3 A4 H
RSFMR . TR AARUE . (1) RATIS W R 4k & v
AR5 RBR DI BE T HESE , IF HJE & B 18 P B U fig
A4 (2) W o HOR S IR A= . ez, WHE
B[] 300 WS 4R TE o F IR 25 i s A 7 491 4 A 4k BR 2
(250 HOIR R TR J6 2 R BUT 19 16 % IR 55 B b
Z DI N e N N 0 N VY Ve g (e
Do b, JRRAR RBCE S R . 4301 B H
o, BT, Z26fl; iR h26~78%, TR
(53.1£11.58) %, H4AEHURSEIR EARTEL.0~2.0 em,
1.2 FEiKF

TGF-a B FEREPIIR . EGFR B 5 [ BT /& F1
Ki-67 ¥y BE LRI [ Abcam /A 7, DAB 2 (73K
Kl (20 x ) FIKIT-9921 B FH %I 40 93 20 Ak 3k 7 2
CBUAR) $0 [ 8N 8 A B R JF & A R F]L
1.3 FHik
1.3.1 HE #ERX 5 RiGBE AL TR AE TR
Fhe HE e 025 3 H 35 h 2 44 9 BB = I 2R 47k
A AL, IER HUR M DL A ., e
TR Vh 20 M, 0B R A B 2 BRI AL 2. B AR FOR
SR UL FE AN, D UFRERR A S 4 o,
JIEs s 20 2505 4 B8R 43 B A4 4 R AR . HE IR
f585 T, SHPT 4134 A4 1 HUIR 55 B 41 21 0] 43 Ry ok i
PG A2 ((diffuse hyperplasia, DH ) i ESRVE e pa
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(nodular hyperplasia, NH) . NH [Jbrifih. &
AEAE L A RO R A AR e S5 PR R BE L 4 ] L
FAFAENR T

1.8.2 Sttt FRFKRALE P TGF-a

EGFR #= Ki-67 # &3k TGF-a L4 A 5 i
PR WORLAE 9 PR 40 I, EGFR LA i i i
A/ B B b B A € BURL A BH M A T

Ki-67 LLARREAZ b i A B (0 B A (5 00K A S B
P4, TGF-a Al EGFR {fi F Olympus BX-41 K&
FCRHE E S BT R GE, FE 200 LR L R — TR

SEPE RO SRR, BEPLEE R 10 S WL EF BEAT 40
BEG o WO B A I K OB % Ak B S (Y Tmage-Pro
Plus 6.0 (TPP 6.0) EfR 5 Hr 4 3f Fr 5 B R b 47
SE BT, VTSRS AL BT A IR B A O )
i R E% E (integrated optical density, 10D)
M (Area) , 33158 10D/Area, H 10 DHLE?
3 B9 TOD/ Area BV EI{EAE G % E R B TOD/Area
(B . Ki-67 BHVE 20 0 22 9076 T 40 M0 i A% bt B AR
o (0 AR MR, BEPLEEFE 10 4> 400 f7 A9 LEF

B 1 EAERIRSSIRELR HE LEBER

A (% 400)
Figure 1 HE staining of hyperplastic parathyroid tissue

hyperplasia (x40); D: Nodular hyperplasia (x400)
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T1 8 BH 40 M L, L 10 AN R 4 F B8 AE M %
R Y B Ki-67 BH 40 He il .
1.4 GitFarE

B FHSPSS 22.0 % GraphPad Prism 548 i1
BEATGETT o3 M o R J7 28 43 A R0 e 96 46 47 2 18] He
Bo P<0.05H2EFAGI R X

21 HE #®&

361 A AR 55 B bn A v, 174 IR AR DL ik
By A d, WR 5 IR 41 4100 B B 2F 4t n] e
(1A ), 36 0 200 5 20 f uk o W 40 i &
VR G R VA ML 2 A o, HOIR 55 I A SR AR B
SRA TR, AEAT AT HEA R IR AR 25 # (KB )
HA VM IR AR e R A, HORSZFIRALUE 1
TN A R R AAE (BI1C) , HARSS
Jit 20 2R AAR 1) A 3 B AS BB IR, DA — 4 L 1
ARE (KID) .

A: SRIBMEIEAE (x40) 5 B: yRIEVEHAE (x400) 5 C: Z5T5PEMEA: (x40) 5 D: &5

A: Diffuse hyperplasia (x40); B: Diffuse hyperplasia (x400); C: Nodular
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2.2 SRBMEE SETHIEAIRKRENZ BHXER TGF-a . EGFRHIKI-67 1 335 % 1E 8 41 W &

SHPT%%3615J, Hrpx g
TP A 1964,
ML, 4FER . P

BRI A 1T, A
SENTVENG A S R IE R AR
BT ] 4 B R 55 R

%‘S(iPTH) Mm% (Ca) . MBE (P) . F5#ER
N MWEHEHA (Alb) | MZLEH (Hb) . JREK
% (BUN) . WUEF ( Cr) FBsh:#fREE ( ALP) /K

T2 R TG I EE L ($P>0.05) (F1) .
2.3 TGF-o. EGFR #1 Ki-67 ZIE® B ER A

i, ZR¥AESITFE XL (¥P<0.05) , MWL
PEW A HTGF- o . EGFRAIKI-67 1Y 2615 58 R 18 M
WA RN, 2R 0MASEIT¥2ENL (1
P<0.05) (K2) (#£2) .

F1 OREMEEASSE

(xxs)

TMEIE 4 BE I R BT A 2 B Y L AR

Table 1 Comparison of clinical data between patients with

diffuse hyperplasia and nodular hyperplasia (x+s)

A, SREBEMMETHEEEFRFSIREALADRHN e WEPERE  BHENE
FTix AV (n=17) (n=19)
e AR (%) 53.1+11.58 5325+ 1148 0976
4 s V8 |

%TGF o FE B HARFRALA %&@fﬂ PR (557 %) 8/9 8/11 0.515
SN PR BG AE OR S5 IR U g Rk Bl N BRI (4 102+374  1183+482 0393
0.09+0.04. 0.16 +0.0210.21 +0.02. EGFRTEIF iPTH ( pg/mL) 1572.03 £961.28 1607.2 +762.44 0.925
GO - Ca (mmol/L) 2.56+0.21 261+026 0631
AR 57 R AL 90 RN SR A AR 5 A P (mmol/L) 1.98 +0.41 223+0.89  0.440
LU R IA B 551 040.07 £ 0.03 . 0.13 £ 0.03, BERSTRA (mg/dl)  5.09+1.15 586265 0407
0.21+0.05, Ki-677EIE% HIRZE AR AL . w8 Alb (g/L) 38.81 +4.6 39.55+2.96  0.653
s 05 ) it y o iy 5%/ Hb (g/L) 107.7+17.11  116.67+22.63 0315
RN 254 05 24 T AR 55 B L8 G B A L BUN (mmol/L) 2024+806  2053+7.15 0931
MH (1.57+0.87) %, (13.14+13.23) %, Cr (pmol/L) 73020 + 234.94 80333 +199.62 0.439
(82.67+9.76) % . %5715 F R 1% M1 4 4] ALP (TU/L) 323.0+369.94 284.08+218.52 0.762

1EH ﬁﬂﬁ%ﬂﬁc*ﬂ

. 2 %r?ﬂﬂﬁ#’mﬂ TGF-a ., EGFR -ﬂl Ki-67 E’Ji@l_ (A F: x200; G-I:
Figure2 Immunohistochemical staining for TGF-a, EGFR and Ki-67 expressions (A-F: X200, G-I: x400)
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&2 BEAHTGF-o. EGFR M KIi-67 RIZHEBLR (x+s)
Table2 Expression levels of TGF-a, EGFR fil Ki-67 in each group (x+s)

3R n TGF- o FihH EGFR ik Ki-67 FHIEANAE (%)
EH 4 7 0.09 + 0.04 0.07 +0.03 1.57 +0.87
PRI I Az 20 17 0.16 + 0.02" 0.13 + 0.03" 13.14 £ 13.23"
LR R 2] 19 0.21 +0.02"? 0.21 +0.05"? 82.67 £9.76"?

TE: 1) SIEFALEL, P<0.05; 2) SUREMEAAILE, P<0.05
Note: 1) P<0.0S vs. control group; 2) P<0.0S vs. diffuse hyperplasia group

TGF- a RN ERKKE T, EHNZHF
AT L) 8 5 L A A A 7 A B A RS R
SCHIEH], TGF- o MIEGF 4 SEGFRES &, W&
5 W) A0 0 A L 3 AR RN A Ak DA R At & 2R R
HAE, TGF- o 784 BLRAS T 0T LASE i 1 38 40
L 7= AR RN T BE L R R R R L BR Y  e  AE
FEIR A TR . Sk AR E O B, i A
WRHVRAS T, TCF- o MR K5 IE 7 40 1 AR L
T A P 5 5 2 DD AR Y FE D R 55
Ji Ty fig U R R, HOIR S IR 32 R O A
J R, R Ak R PR R 5% R ) RE T HE Y B A
RS2 MR BB R B A, M A A8 TCR- «
2 T8 B i TR AL gl h g Rk wF
N, BOMWIRTCE-o I EZEERITX, TCF-a il
o AW E AR AR A mAER” MIEE.
AR, B AMTGCF- a ¢DNAZE A&
JeRat- 1K BUBCEF 4E 40 Ma bk, vl i R BLU™ A= e fh 3
RIS M = A o T E A SHPT B AR i 2 FOIR 2%
PR 20 Jf e ok B v R, SRS U B AR . Bt
TR, TGF-a mRNAFIZE A A 7EH A 1Y
FHOHR 55 i 20 20D B8 vh Bl o 22 3, T A E R R
55 MR AL 2 LT A iR 2

EGFRJZHER/ErbBE M M 51 Z —, EGFR
PWEGFETGF- o JUIG 5, AL N AR X ( TK )
A I R s KR A B i Ae, i E R E
FU O o B Rk R, SBHMS 4R P sE T, 40
M A KR R, WAk TR RS, AR
J ok ST IR 0 /RS IR B, R R
EGFRUEAT 72 G0 i 400 1 w] DA I 32 b a2 1R PR B3
Sl R SZ IR . AR B, TGF- o/
EGF R M3 i nl DU S A3 28 09 FOBR 25 1 i 1k
FUN b B2 20 B 9 40 M0 2R A 431 (RIS A= i B
SERRANAE ) AP E S HIE A (liver-enriched

© WA )T i [ & F I F 2P H

inhibitory protein, LIP) &34, LIPJE—Fjiom
AR 2257 34, HRIE 5 HAR 55 IR i 14 28 %
B AR5 1) Sk

A FE R T TR 1 Pk A R 2k 4 R
RERRALPTCF- a MIEGFRIYFEIL, AWK
B, Ki-677F 24515 Pk 30 A WK 5% iR 41 20 b i BH 2k
MR A (82.67+9.76) %, B2 m T ok
B, Ki-67 A 483 HUAR 55 B 40 M 0 15 A= R
BE, X IR, A5 MRS IR A 8L T IE BR Y
WHARAS . BB R M, TE19BI 45
PERAE TP TGF- o MIEGFRAY B Mk R4 5 K
0.21+0.017. 0.21 £0.050 (P<0.05) , W BEH
TIEH A (P<0.05) , XFEW T FEAE H AR 4
Jifd 458 A= B BE B9 3G A, TGF- o MEGFR Y 33k 7K F
B BN o [ B AR B R AR T TS [ 3 A 2
M RGERZ B R, R WG4 4 5 RE
PESE A UM H, AR MER L B ATE ] L A
M, FSEERM . MEEEN . MLER . KRR
Ao UUEF RN PE B R K T ) 22 R RS R
S (P>0.05) o AHTERBEA LI ILS . BHk, &
WF 55 Ge T M REAS B 0w 2, (364, Tkt R
o Hk, BETTFARIGIT VI ORI Z 0T,
BHEC AL KEMANFRHAYT, HPTHAY . 4.
I 7K -3 Z B2, R PR E AR R A R
T Ja, R I 2 A )RR A R S5 R i 1A
RS, TESHPTH &4 KBS, 440 HAR 55 R 1Y)
BAERREA—, IAHURSE IR ICIE AR BT A 1Y HOIR
MR, LR TC TR A 3R HUOIR 55 IR R AR 1 38 A OKOF

28 F TR, TGF- o /EGFRIM B A 35 AT BEAE
SHPTI &4 KRR s T HEZMWIEM, (BH KA
PLHI 75 2 — BT oE o BB 4> T 4 W 2F 1 IR
R, KA BRI BE T R, R
HR 5 B 2 M3 A= iy < OCADBR” , SHSHPTIAR
I7 P AR Y B
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