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%1 SLEESFEIRAAnti—ds—DNAKELLE
Table 1 Comparison of Anti—ds—DNA serum level between patients with SLE and controls

(%)
# 5lGroups ¥ Cases X+8 P*
IE#%E  Normal control 20 1.135 +0.2907
SLE/E i Active phase 16 28.57+19.84 <0.01
SLE#: - Inactive phase 12 5.040 + 2.422 <0.01

* GIER L
* Comparison with normal control

(2) SLE4L 5 IE 43t IRLIIFPRLACE Lo 2, ek, 2GISLETE 510158 % P it
AR, KRMPRL,

R2 SLEHSEEMRAMFEPRLKE LR
Table 2 Conparison of PRL serum level between patients with SLE and controls

(ng LY
20 R Groups %7 Cases X +S P
IE#¥IE  Normal control 20 11.83+6.142
SLE{%L 33 Active phase 14 21.81+13.13 <0.05
SLE## ] Inactive phase 12 20.20+11.71 >0.05

* LTERE
* Comparison with normal control

B R2A] W, TEEhHISLER# ML PRLAKF 5 1E % % B A Bt 7 (P <0.05),

(3) SLE4 5 1F % %t MR 20 L i GHAK P L k3, B R3ATIL, M3 ISLEAGH(RIA
W) K 5 IE TR IR UL H A I 7 822 5 (P <0.01), THGH(ARAME VK V-0 B B £ 5
(P>0.05). # 1k ) SLE4 GHRIA: 5 RRAR: /K T 55 1E % %f FR 2H 48 L 34 70 B 3% 1 2 52
(P>0.05),
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%3 SLEASE#HXRAMBFGHKFLLE
Table 3 Comparison of GH serum level between patients with SLE and controls

(ng-L7)
4% Groups % Cases —— GH-RIA __ GH-RRA
X+S8S P XzS P
e opisl Normal control 20 1.090 + 0.5046 11.78 +2.955
SLE%zh]  Active phase 16 8.410 +8.372 <0.01 16.34 + 8.562 >0.05
SLE# 113 Inactive phase 12 2.877+3.618 >0.05 15.66 +8.220 >0.05

(4) SLEEPRLEGHAK PR AR NFKL., RARLIEF X RANE +2SHIEW LIR.

#4 SLEEEPRLSGHKEXER
Table 4 Comparison of GH and PRL serum levels in SLE patients

413 Groups fi%Cases —5pr—Gq ?R%Ii GH PRﬁﬁGH
W& shiY) Active phase 14 8 2 3 1
#1-3#) Inactive phase 12 2 5 2 3
3 itie
Anti-ds-DNA#$i {& & SLEF; 8 A FHiik. A4 sh#SLE &3 175 Anti-ds- DNA
FRYRTIEEXRBRAP<0.01), G 5% LA LB A 8802 FP<0.01), HifkH
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AR 5 B2 (P<0.05), # i 4ISLE4 5 1E %3 ALAR L 6 8 B2 B (P>0.05),
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GiM, BT R HES A L/, RS LA MR E R, fE
A b UATAR MRS SRR . T I XS 2000 I # A K 28FISLE B PRL, GH/K 3R ER L
B9 G 14ISLER FPRL, GHARMETH &% H86], HuPRLeLGHF 431026,
349 ; e Al 12400 B E RPN PRLA =561, mGHAE 24, H3#|Anti-ds-DNA
E#®#PRL, GHEE#KE.
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k. A428HISLE &% R HIRRA:N E GHK T 5 IE 7 %t R W] 8 22 57(P>0.05), 13
LR AR T R, BER T (RIA SRRA)I G E M 2 Rk, RS & RIFE
(B —— BT 8. A 21 SRR JH MR IE 6 TR AALME L . % F GHAK PR AS (LR MEGH A
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Wrhhe, MEPRLAMGH/ASLERE HARFKFEL, LGSR E TR, XA
T XTSLE# i FRAFFT .

& £ X W

1 Jara L. J, Gomez—Sancheze, Silveriva L H, et al. Am J Med Sci, 1992, 303:222-226
2 Bedfifn, MBEGE, Sl hEERFRIGHAE. 1982, 5(3%:129

AP A, MMEE, TS ER. 1988, 11(12):46

4 XPFE, HEEE. FTFRERERR(AAEETD. 1987, 21:194

5k, MR RES, F.oPEEERE, 1991, T1(1):1-3

6 Ansar As, Penhale W J, Talal N. Am J Pathol, 1985, 121:531

7 M. IR PEE- RAM I RSB, Jta AR T HIARAL, 1982, 8:21

Study on the relationship between SLE and the related serum hormone

LU Yun DENG Shouzhen LIN Xiangtong FENG Shufang XU dJinhua
HE Wanting ZHANG Guangming CHENG Wei GAO Quan
(Huashan Hospital, Shanghai Medical University, Shanghai 200040)

Abstract

To explore the relationship between PRL, GH(RIA), GH(RRA) serum levels
changes and the onset and development of disease in patients with SLE, and to
understand the hormonal changes in active and inactive phase of disease, 28 cases
and 20 controls were studied. The results showed that anti—-ds—-DNA serum level in
active and inactive phases was higher than those in controls (P <0.01), and also there
was significant difference between active and inactive phase (P<0.01). Morever,
there is significant difference in PRL level between the patients in active phase and
the controls (P<0.05), also in GH serum level between the patients and the controls
(P1<0.01) and the patients in inactive phase (P:<0.05). This study indicated that the
higher serum level of PRL, GH(RIA), GH(RRA) is correlated with some autoimmune
characteristics of SLE, especially in its active phase. Therefore it gives some help for
clinical study of SLE.
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