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Clinical Analysis of Sjégren’s Syndrome

Choong Won Lee, M,D,, Won Ki Lee, M,D,, Jisoo Lee, M,D.,
Chan Hee Lee, M,D,,Chang Ho Song, M,D,, Chang Hee Suh, M.D,,
Yong Beom Park, M,D., Soo Kon Lee, M, D,

Division of Rheumatology, Department of Internal Medicine,
Yonsei University College of Medicine, Seoul, Korea

Objectives : To investigate the clinical characteristics of Sjogren's syndrome
(SS).

Methods : We. retrospectively reviewed 59 patients with SS in the period from
January 1986 to January 1997, European Epidemiology Center criteria was used
to diagnose SS.

Results : Thirty-one primary SS and 28 secondary SS patients were included in
this study. There were 57 females and 2 males, the mean age was 45.2+12.3
years(24 to 70 years). Patients with secondary SS were associated with rheuma-
toid arthritis(n=10), systemic lupus erythematosus(n=7), scleroderma (n=5),
mixed connective tissue disease(n=3), and myositis(n=3). The common presenting
symptoms were dry mouth in 92% and dry eyes in 90% of patients. Other
symptom and signs included fatigue(27%), lymphadenopathy(22%) and parotid
gland swelling (10%). The commonly presented autoantibodies were antinuclear
antibody (83%) and rheumatoid factor(57%). Anti-Ro was positive in 49% (25/51)
and anti-La in 37% (19/51). Anti-La positivity was significantly higher in pri-
mary SS(52%) compared to secondary SS(21%) (p<0.05). Schirmer test was posi-
tive in 98% (44/45), salivary radioscintigraphy in 74% (25/34), and lower lip
biopsy in 47% (16/34). Extraglandular manifestations, such as Raynaud s phe-
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nomenon, vasculitis, glomerulonephritis, vaginal dryness, renal tubular acido-

sis, and primary biliary cirrhosis, were more frequently presented in primary

SS compared to secondary SS (p<0.05).

Coneclusion : The sex, age, and clinical manifestation of primary SS were sim-

ilar with secondary SS, but extraglandular manifestations and anti-La antibody

positivity were more frequent in primary SS.
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Diagnostic tests

N B

Sjogren FEFE FAA, efldz T2 of#H]
Ao ool Ao AF 7154 e 97 A
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AL o] &7 ENA, F FSS-ARo¥A, ¥
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T 28do|1dct. AR 574 (97%), EARE 29
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71b& B 37. 9709 (F9:1-12071 ) oA em o]
29 Sjogren FFwolA ol 717k HHF 72,670
44916 - 216709) o1t} (Table 1).

oM Z4e PUAZR(92%), AZ(90%), <ol
E7H25%), °l3td $378.5%) woldx, AN F

& BAE(37%), N2Q7%), TE(10%) T
o 9 AFE 2 45 AU%), o F%
(10%), #X (8%)Aom Y7 o|xMd Sjpgren F
F2te] BAHE R Aole i Table 1).
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o|qict.
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go] 1541 (25%) 2 71 Bkn oo F3 134

Table 1. Patient characteristics and clinical manifestation in Sjogren s syndrome.

Groups Primary SS Secondary SS P value
(n=31) (n=28)
Male/Female (Female %) 0/31(100) 2/26(93) NS
Age, Mean *+ SD(Range, yrs) 47.2+11.6(24-64) 43.1%13.1(24-70) NS
Dry eye, no. (%) 26(84) 27(96) NS
Sandy feeling in eyes 6(19) 9(32) NS
Inflammatory reaction in eyes 4(13) 10 (36) NS
Dry mouth 30097 24(86) NS
Caries 2(7) 2(7) NS
Parotid gland swelling 4(13) 2(7) NS
Arthralgia 17(59) 5(18) NS

SS; Sjogren s syndrome NS; not significant
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(22%), B84 691(10%), #EH 641(10%), =5
V74 AR 49(6%), AH7A AF 34 (6%), 4
4 @FE WAUF 2d1(3%), WAHRHE HdF 24
(3%), 4 718X 24 (3%), 24 AP} T2
A7 ZFo] Zt2} 16 oz FREAL. oMy &
4 2 AFE AL Spgren FFT 314dF 224
(71%), ©12/3 Sjogren FFT 284%F 54 (19%)l
A B9 Sl vehd 924 SigrenT Il
A ZEEe FF3AHp0.05) (Fig. D.

3. dAt A

AA Sjogren FIFT 594 FolA FAILA
01:160) 7 %42 A= 83%(38/59), FrlElx
A&} FAL 53%(31/59) Atk FSS-AFAE A3
g 514 7hHl 2597t 4 (49%), FSS-BIAE

APg 514 7hEH 1997 A (37%)olich 3
RNPIHE APg 399 FolA 104 (26%), 3
Sm FAHE AlAF 399 FolA 3¢ (8%) 7 BF
o]xHd Sjogren FEFTNA FdolAct. YSS-BI
Ae 99 Sjpgren FFaNA 52% (14/27), ©l
A4 Sjegren FFTAAM 21% (5/24), 92A
Sjogren Z3-TolA oA Sjsgren FFFIA B
ot ¥ =2 e (p<0. 05) (Table 2).

HYF g A 309 (51%), CRP A+
1001 (17%) At 284 AvkE2 184 (31%) il
A Fdoz et

Schirmer FAALE AAIZ 454F 449 (98%) 7}
Fgollon, BN AE|INZE LA 4495
344 (77%) 7} 35 £ 5 gdMo] Atd 59
Y4 wlZo] A= 3 Rose bengal AAME AA|

Fig. 1. Extraglandular manifesta-

@e“o(\ tions of Sjogren’ s syn-
“650“6 “Qod‘f\* drome. Primary SS is more
9@*«6 ] «\Qx@é aeo&'\“e associated with extraglan-
o Qe dular manifestations than
5 secondary SS, RTA; renal
P xe tubular acidosis, CNS; cen-
e‘\;\o‘\e‘\oé\'ﬂ tral nervous system, SS;
(3\°‘(_‘A o o & Sjsgren s syndrome.
oﬂv\\\ < OSecondary SS
ALy W Primary §S I
09&‘0*
V\a\>\ 0({\\_‘\9
« 0 5 10 15 20 25 30 35 40%
Table 2, Autoantibodies in Sjégren s syndrome,
Groups Primary SS Secondary SS P value
(n=31) {n=28)
Antinuclear antibody no. (%) 18(86) 20(87) NS
Rheumatoid factor 20(65) 11(39) NS
Anti-DNA 0 5(22) NS
Anti-SS-A (Ro) 14/27(52) 11/24(46) NS
Anti-SS-B(La) 14/27(52) 5/24 (21) p<0. 05
Anti-Sm 0 3/21(14) NS
Anti-RNP 3/18(17) 7/21(33) NS

8S; Sjogren's syndrome, NS; not significant
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Fig. 2. Results of lower lip biopsy in Sjsgren s
syndrome.
Group [ focal lymphadenitisl focus,
Group I ; fibrosis or acinar atrophy,
Group II; nonspecific superficial lympho-
cytes infiltration,
Group IV: improper specimen.

3 2¢] B5 kY &g BT 7T B 23
AAIE AAF 344F Group 1 169 (47%),
Group II 291(6%), Group III 84l(24%),
Group IV 84 (24%) 4£71& Jetlth(Fig. 2).

o

18921d MikulicZ®7F ¥ riAd, olatdd, <st
A Z3L HQ B34S Huddn o] A9 ¥n|
A A7 AEY=(acinar atrophy) @ U+
o] FHY A g AU B o]F {AIR
AL Hol= ARE “Mikulicz A& oleta &3l
ok o sEy Aed, 83 oog A X
Hq 1 F d¥E g9, A5FF, Z2Ye=
3EEQoH®, 19339 Henrik Sjogren'®e] 4
et & HQl 1948 EudWA Sjgren FIT
o]z} slde}l. 1953 Morgan® Castleman®™¢]
“Mikulicz23¥" 7 “Spgren FFT 0] ZZ Ao
2 #AHRE AR 1956 BlochBel ©&
AFAGAY FHk fFo wE 94 Sjogren T
237 o|at4 Sjpgren FETLZ TEIAT ©f
¥ Sjogren SF e AQ 7|EL F /AL AtH
Qed nFEe oM ZAPAM 2ALAE
ZA)8}ed San Francisco A& 7%, San Diego
A N1E&0L AAERRL, FEELS 77 2 47

T

Z9 22 944 4% 341819 Copenhagen V&
715", European Epidemiology Center(EEC)
Ag 712&2 AANFAA Y, VA RUAHeE
EEC A%t 7158 AHS3ta glon & d7dx o
A 71FE AHEETh EEC Ad 7182 A, 3
ALY o} ALHE qURF, GolE XL T
33] o]4 QAFEES Yolof 3k A%, B4, 34
o ol A&He T A2, AEHY ol F
3 e ) AR WWE S viMof e A
£ AR, Schirmer HAAFSA E& Rose bengal
AL 44 o9 A, UA, B8R gzt
e glgA ZGARA FholAY vAFA B
ABH7L 158 < 1.5ml °lF] A$, oA,
Reldd AAG @ A o3 #iEdNd, oA
A, A3, FSS-A¥H, ¥YSS-BIA, T F
olE) 2% AxbE FAQA A9 ANV 215
A 37F7 2= 4% “Probable’, 47}A o4 %
A9l 79 “Definite’ 2 ¥F3sct. EEC I 7]
Zo| wWE 5999 Sjsgren FFET FolA YA
Sjogren ZF T2 314, olAA Sjgren FIFTL
28dolle™ ‘“Definite’ Spgren FFT AFE
544, “Probable’ Sjppgren FFT A& 59
t} B Ay oJAelA 94U Sigren FFT
100%, ©1x4 Sjogren ZFZolA 93% 2A3A
2 247 95%9F 94% 2 BHng Vital” $o| Ruset
A1 ARE BGAW, HFIHEL 9LA
SisgrenZFTol A 47.2+11.64, ©lxH4 Sjgren
ZHF A 43, 1+13. 14614 LA 242 54
+144 9 56+13412 g Vital 52 Eukct
T e A dA EYsiHTh

AT FHoRE AUE(90%), °1EF(25%), B
A =(24%) £Lo2 RYn, 77 F4L FRA=x
(92%), ©13H F%(10%), +X(8%), W T
0% (3%) oz veiyth ddZdeze #E%
(37%), AZ22(27%), =55(10%) F°] Jetxk
t} o2 BaxEanA® gte)r) gl 4w
o]al4 Sjigren FF U= 2T ol AN
},

Bu)de] Z43e dwy Spgren FFT BAlA
AF FRPPED B Qe dAPy Sigren
ZF704] o] Sjogren ¥ 19%HT =&

— 143 —



— PFEIE 2% A4 A2% 1997 —

T1%N debskom el d4F(116), doiF3
8l), A @), BHEL ), T34 AAEZ3
o), 9 FFH WEARZQd), Al7A A4
o), Aa® FQed), B2AAS0d), A8 9
HA(d), A 71BRAG Q) «o2 TG ©]
A Sjsgren FFTANME ol AF@d), gt
A F3GdA), FriElx FEE 8AE AT BEY
@), 28] AFA A, FF4 AAFe) 432 14
A st oy @ Ade v AFAEY
peaE® Aatel FARBIGAT B A7oide g
o] BHHE 7} gle Aol A7t ik
Yol 27 E& vk A7 AHE A9l 9
] Spgren TF27 o]AHA Spgren TFTE T
datr)7) oleg o AR AApE =80 dd,
53] 3YSS-BIAZE YA Sipgren FFToA o]
244 Sjogren FTFwol HlE L NEE Y

&% 2ol o A Zgol T AA Sjsgren
FF2e 289 =g ¥ 4 9 Rez A
2E, YdsDNAGAS gSmPAE 24

Sjegren FFTAA iy =89 F2 AIY ¥
Wy FF2o|AM FAHoz FEIYY, B A7
Me A4 Sjogren FIFT EAAANT F
dsDNA®E 22%, #¥Sm¥Ae 11%22 el
o 2y old FAZF A BF AAUAH W
4 F¥29 1982d vl HelE|xgE A 7

FF29 ATE oA Sjogren FIFLAA U
HE GAHoR Holn cgel Ay 1#e AP
o2 AxFo] FHA ¥E W Sjogren FF
& Avdted 2% TP,

Schirmer A} Rose bengal HAME 917%5]
zvz} 98%9} 100%2 Spgren FFTS A A}
24 e FEAD B d7AeR s
75.1%9 63.6%] ¥3 =g HQ
RAe By BAES HAPHE} ER 7
98 Roz AzdEch giM AJEagie 77%
o =g B oRig vAg B2} Fo|H,
AFd AR 2 sBAd AR 47%9 A=
€ B33 e Raze)® R (82.4%) Bok *E R

°
5

< HAZ 237 ROV 7] A% 47 o1 ey
A 29 (Salivary gland lobule) o] T¥=A gL =
2 el BAAN(24%) o2 AlRdT T A
Aol 71 BolA HAR FHAT A, F2
F3F, U 2827 AT x Ha gfAge] B
d F 7] W&o JAdF Jx= e A vl 2
o_]%lq_lsﬂl).

ZEAH o2 9T o)AMY Siggren FFTL A
d, iy AR 7 2 < FAC QeI Ze)
£ Hol|z] dor} ¥4 Siogren ZFTA By
A9 243 FSS-BEA 9 HANESL oA
Sjsgren SFTEHT A vebde] #EHoH
Schirmer A}, Rose bengal AAF 2 A€l
97t el o] He v A AT ¢+ 4
et

4 B

ARAEL 1986 19HE 19974 1¥7) AA
gy MBI HddX SpgrenEF o gy
59% $atg ez Ad, de|, ¥ 7z, 9
71z, 44 B, AMEE|, dAbe g
o Y72 S FgH o ZAE I g e
ANRE AAch

1. 33 5995 A Siogren ¥ 31
9, olx}A Sjogren ZFT 28%F e At

2. ©)a1A4 Sjogren ¥ AE ArpAYg =
e Fulelx FHA104), B Ty FF2
(7d), ARNZGA), by 2 AR2E@Ed), &
T4 Agza A9 (3d) oAt

3. @zl diREL AR 97%) An EA
£ 2471904 TOM, BT 45.2112, 3Al°]c},

4, 924 Sjsgren FFTANA 9 Je H
T 37.9704, °lxA Sisgren ZFFToA o|F 7]
7+ B 72,6700k

5. 942 4L FUHARE(92%), GFAXSE
(90%)°] 7V& E3 F/goln, BEujxe 24 2 A
Fe 994 Spgren ¥l (71%) A o2
Sipgren ZF7(19%) e} aatsic),

6. A7FA FolA AA3A (83%) 71 A Bl
ZH39ln YSS-BIANE 924 Sjogren FFF

ik

— 144 —



— |24 9 : Sjogren TETY Ud3F nF —

(52%) X x4 Spgren FFT(21%)Hct &
3] FdolAch

7. AGHAL FoA Schirmer FAkY 9=
9B%AAT T EAAQA] T 47%|Ach

b))

2

3

4

5)

6)

7

8)

9)

10)

REFERENCES

AL, JEx, AFY, AAH, o1¥H: Siigren's
FET AN T BAd A oo, ug
olu] A AFA] 34:136-142, 1991

Alexander EL, Arnett FC, Provost TY,
Stevens MB : Sjogren's syndrome : Association
of Anti SS-A antibodies with vasculitis, hema-
tologic abnormalities and serologic hypersensi-
tivity. Ann Int Med 98:155-159,1983

Amussen K, Andersen V, Bendixen G,
Schiodt M : A new model for classification of
disease modification in primary Sjbgren s
syndrome: evaluation in a retrospective long-
term study. J Int Med 239:475-482, 1996
Andonopolos AP, Drosos A, Skopouli F,
Acritidis NC, Moutosopoulos HM: Secondary
Sjogren s syndrome in rheumatoid arthritis. J
Rheumatol 14:1098-1103, 1987

Andonopolos AP, Drosos A, Skoupouli F:
Secondary Sjdgren's syndrome in systemic
lupus erythematosus. J Rheumatol 17:201-
204, 1990

Bloch KJ, Buchanan WW, Wohl MJ, Bunim
JJ: Sjdgren s syndrome : A clinical, patholog-
ical and serological study of 62 cases.
Medicine (Baltimore) 44:187-231, 1965
Bodeutsch C, de Wilde PCM, Kater L, van
Houwelingen JC, van den Hoogen FHJ,
Kruize AA, Hene RJ, van de Putte LB,
Vooijs GP: Quantitative immunohistologic cri-
teria are superior to the lymphocytic focus
score criterion for the diagnosis of Sjogren s
syndrome. Arthritis Rheurn 35:1075-1087, 1992
Chan EKIL, Andrade LEC: Antinuclear anti-
body in Sfigren s syndrome. Rheum Dis Clin
North Am 18:551-571,1992

Chisholm DM, Mason DK: Labial salivary
gland biopsy in Sjdgren’'s disease. J Clin
Pathol 21:656-660, 1968

Constantopopulos SH, Tsianos EV, Mo-
utsopoulous HM : Pulmonary and gastroin-

— 145 —

11)

12)

13)

14)

15)

16)

17

18)

19)

20)

21

22)

testinal manifestation of Sjigren's syndrome.
Rheum Dis Clin North Am 18:507-515, 1992
Daniels TE : Labial salivary gland biopsy in
Sjogren s syndrome : assessment as a diagnos-
tic criterion in 362 suspected cases. Arthritis
Rheum 27:147-156, 1984

Daniels TE, Fox PC: Salivary and oral com-
ponents of Sjogren's syndrome. Rheum Dis
Clin North Am 18:571-591, 1992

Daniels TE, Silverman S, Michalaski JP,
Greenspan BS, Path MRC, Sylvester RA,
Talal N, Calif SF: The oral component of
Sjbgren’s syndrome. Oral Surg 39:875-
885, 1975

Fox RI, Howell FV, Bone RC, Michelson P:
Primary Sjigren s syndrome : Clinical immu-
nopathologic feature. Semin Arthritis Rheum
14:77-105,1984

Fox RI, Robinson CA, Curd JG, Kozin F,
Howell FV: Sjogren's syndrome : Proposed
criteria for classification. Arthritis Rheum
29:577-585, 1986

Fox RI, Saito I: Criteria for diagnosis of
Sjogren's syndrome. Rheum Dis Clin North
Am 20:391-407, 1994

Fox RI: Fifth international symposium on
Sidgren s syndrome. Arthritis Rheum 39:195-
196, 1996

Fox RI: Treatment of the patient with
Sjogren’ s syndrome: Rheum Dis Clin North
Am 18:699-709, 1992

Haralampos M, Moutsopoulous: Sjogren's
syndrome. Harrison's Principles of Internal
Medicine, 13th ed. New York : McGrow-Hill
Book, 1991 : 1662-1664

Kruize AA, Hene RJ, Vander HA, Bodeutsch
C, de Wilde PCM, van Bijsterveld OP, de
Jong J, Feltkamp TEW, Kater L, Bijlsma
JWJ: Long term follow-up of patients with
Sjogren' s syndrome. Arthritis Rheum 39:297-
303, 1996

Lindahl G, Lefvert A, Hedfors E: Periductal
lymphocytic infiltrates in salivary glands in
myasthenia gravis patient lacking Sjbgren's
syndrome. Clin Exp immunol :66:95-102, 1986
Mais AT, Rodnan GP, Medsger TA,
Alterman RD, D’ Angelo WA, Fries JF,
LeRoy EC, Kirsner AB, MacKenzie AH,



23)

24)

25)

26)

27)

28)

— PFeE 282 A4 A2E 1997 —

McShane DJ, Myers AR, Sharp GC:
Preliminary criteria for the classification of
systemic sclerosis(scleroderma). Arthritis
Rheum 23:581-590, 1980

Mikulicz JH: Uber eine eigenartige sym-
metrische Erkrankrug der Tranenund
Mundspeicheldrusen. Beitr Chir Fortschr 610-
630, 1892

Mitchell HF : Ocular manifestations of
Sjogren’ s syndrome, Keratoconjuntivitis sicca.
Rheum Dis Clin North Am 18:591-6, 1992
Morgan WS, Castleman B : A clinicopatholog-
ic study of Mickuliz s disease. Am J Pathol
29:471-504, 1953

Provost TT, Watson R: Cutaneous manifesta-
tion of Sjogren's syndrome. Rheum Dis Clin
North Am 18:609-616, 1992

Sharp GC, Irwin WS, Tan EM, Gould RG,
Holman HR: Mixed connective tissue dis-
ease: An apparently distinct rheumatic dis-
ease syndrome associated with a specific
extractable nuclear antigen. Am J Med
52:148-159, 1972

Takaya M, Ichikawa Y: Isotypes and sub-
types of anti SS-A, SS-B antibodies in differ-

— 146 —

29)

30)

3D

32)

ent subgroups of Sjigren's syndrome. Jap J
Clin Med 53:2429-33, 1995.

Talalx N: Sjogren's syndrome: Historical
overview and clinical spectrum of disease.
Rheum Dis Clin North Am 18:507-515, 1992
Tan EM, Cohen AS, Fries JF, Masi AT, Mc
Shane DJ, Rothefield JF, Schaller JG, Talal
N, Winchester RJ: 1982 revised ACR criteria.
Arthritis Rheum 25:1271-1277, 1982

Venables PJW, Charles PJ, Buchnam RRC,
Tung YI, Mumford PA, Schrieber L, Room
GRW, Maini R: Quantitation and detection
of isotypes of Anti-SS-B antibodies by ELISA
and Farr assay using affinity purified anti-
gens. Arthritis Rheum 26:146-154, 1983
Vitali C, Bombardieri S, Moutsopoulos HM,
Balstieri G, Bencivelli W, Bernstein RM,
Bjerrum KB, Braga S, Coll J, de Vita S,
Drosos AA, Ehrenfeld M, Harton PY, Hay
EM, Isenberg DA, Janin A, Kalden JR,
Kater L: Preliminary criteria for the classifi-
cation of Sjégren's syndrome, Results of a
prospective concerted action supported by the
European community. Arthritis Rheum
36:340-347, 1993



