IR PRSI
$42% (1973) 31-45¢

BMREERY 9 T F & Siogren’s Syndrome
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EZ Ak

AR R E TR

(5 : FHk RED

I #

o

GOUGEROT (1925) HSONREIE L BBERWEHE L 75 LIX L
WERR IR, R EMSERIR TR AP T3 C L 2 G L
ﬁ@mnﬂwam;qfﬁﬁﬁ,@H%@E&Uﬁ&ﬁ
KBS R AT B GRS SN TLSE, Sjogren’s
Syndrome (LUFSS) 12 EHMH Y v =7 (M TFRAY D
BEBREICEIONTER
FoliT/s - T SSIFEMERIC RA LIS @ CRusEs
2abEL, HIEIUA (CIF ANF) S0 BTk L SEiC
FOHEINE CEBBELITIh3icoN T, SS 8
Hahzaksiwk->Til:z,

—77, T PLEENTLS RA & SS LORFRILZ
NEBEW BT 5 TOBFRTIEL, 2ALDD2.3%
W RADFEHEL, 205 bDI2%ICIE SS B E&PET 5
(HeaTon, 1962) i vbh, HIZ SS d50% 2 Bz RA
P UL RO ECAFEES ST 2 0bN TN G,
t->T, RAZEDTHEBRLHEHIBE, SSIEHBLT
FICEDT AMIETIZE N E WA BDS, ZORBOEH
h HEEEID A2 5T Z OOk & ROBIkichiz
THIRREINSTRERDD L IDVRERTH S L 8
ibha,

Z T TEEE L sialography, Schirmer test, EE¥Z4TIN
FEREMEE /2 6 TNT 1 9% rose bengal B0 SEBIT L %
keratoconjunctivitis sicca (KCS) DR %24 5212 A
R BRELTOS RA 2H0IC0BTAEEIER
MZITE SS BRE L THIZ.

I Siclography

SS Ty % sialogram TOF b @G L terminal
tubular sialectasis &, vb N 2 FROBEOIERRT
H 5 EWVND (GONZALEZ ef al. 1970), T4 BI125E- T
intraglandular duct (ZZREICHEL, OB ICH
REBNUBHROEEZHOTHE2RBD S L 512725, h
MW 5 sialectasis (punctate-, globular-, cavitary-

patterns : HEE I1-1, 11-2) £ 1vb Rz SS g iEam

EENBBTHAE, FICHESHET T IIT RS
OIFROAZED, dlIv duct EFZ 3N LIRS
(destructive). (Rupin, & Hort 1957) (FII-1),

Sialographic pattern of Sjogren’s
syndrome

Table II-1,

Diffuse punctate dilatation of the
peripheral ducts (less than Imm in
size).

1 Punctate

Globules of contrast material (1-
‘ 2mm in size). The intraglandular
[ duct divisions are no longer seen

Coalescence of the globules (irreg-
ular in size and distribution and

IIT -~ Caviary
. decreased in number).

IV | Destructive | Bizarre pattern

(RusiN and Hort, 1957)

RA 736 NI Z DIEH 2 - 3 DBERIC sialogram T

OREBENZERD bNE002HE UL TAL.
1, B &%

RuBIN & (1955, 1957) & Uz Hik% Bl LT,
BE | mm OB D 7 — 7 v 30cm O—iF12 2 miES
BE L holy, chic Conray-400% 2ml A72LT, #
F—F VRO L 2 B L, Stensen’s duct o BF I
WicH 5 —FOHE 1 ~2ecm AL, EEEH % @
2 D EEAT A, EAFILORE X RuBiN T - T,
BEDS R PRABD 3R E Uiz, o filling
phase TRIBROERTATO v b v BE (ES—
7 A0V & EERE 1200mm) 2B 0700, B F—F vk
£, 5BICERKIBE % @ postevacuation phase
PREERATY Y M URER2B -1z,

vE VB2 OO EENE» 122 2 H5EL T
BahTnad, chbid@l Buniahoiz, b, 3
é:/LEODFE%L IEETIROER2ERL 212 ©, W

EFIE—ROBEDAICERL I,
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2, ® %

RA (ARA Y 9 < #2 Wi ¥E classical g 1 definite
RA r2ZWrah 3 #E) 294 (Progressive systemic scle-
rosis (LI PSSY &BF 1 Bl% 4ter), Systemic lupus
erythematosus (PR SLE) 5 ] (Dusois @ SLE i
#1zC definite 34|, probable 1 5], possible 1 ), #&
R 16, EEERIES 14,
BAfAE 3 01, ACSERELNOREBI06], (K,
WIRR, S0, BB, Dk, 495 (ES520—
76, BYETH, LobE24) oLplic sialography %3
muiz.

3. # &

SS iTH#EIE Sh 3 sialectasis % RA 6/29(20.7%)
(5 & punctate 3§, globular 3 {fl), SLE 2/5 (40%)
(punctate 14, globular 1)) T 1.
pattern NETTUTZ L DX LB iedr o1z,

Subalveolar dissection &3N3 EEZKIOR L~
REENOUARABL X REBFTRE L Ih TV 3
(YunNe & KLATTE, 1972) 3, Zh#% RA 4/29 (13.8%)
BRED 1By (BHEI-3),

Stensen’s duct IZFIEFR T3 mm UF X h T3
(HeTTweRr, 1968) 235, T DILE % RA 8/29 (27.6%),
BARAEO B, EgtERERO L Fic@Eniz, —fH,
HEIRIR 4/5 (80%), HRILEESE 1 B, 29k BRMNE 1 Blic
bHERERD I (BEIL-4),

5 DBEOEFF OB BT (retention) 3 1EH AT
WUTEBIHnE ShTW3 (RUBIN 5, 1957) 43,
RA 8/29 (27.6%), BB KB4 D14, SLE 1/5 (20
%) IT retention 2WH Iz (BEI-5, I1-6), 35,
WRARO 1 Plic b retention %238 1205, ZOFITIEA
1% b D lipoma OEBEICL 310 TH -7z,

Sialectasis 8 D 5 b retention BIRU 128 DI 6 4
(75%) &, Z D3 & A EHS retention %» 7w L 1225,
Stensen’s duct OfEHE & sialectasis & 2&5PE LT3
b 1IBIs ATz,

—77, subalveolar dissection # 759 5 %1 3 # (60
%) i¢ Stensen’s duct DILEL BTz,

Sialectasis % 7R U 7z D 13 24—69F (E1549.97F),
subalveolar dissection %7Rd DI 52—69F (F#61.2
), Stensen’s duct $LHE % R Hlifd46—762F (F-#260. 9
¥, retention ZRUT2HNE30—762F (SE57.6F) T
Hoiz,

4., £ &

SS B & X % sialectasis % RA 020.7% 2 3F
BBUT:, 2OTEIZRAIICI2% SS B EBFT 5 L)
HeatoN D & % EricsoN (1967) @ RA 5445 5

Cavitary-

ZERBEOBER 1 5,

= E

5 1195 |2 sialectasis (punctate 3 i, globular 2 f,
cavitary 1 fl) 2Dz L0 AHE & iRLEQ UIZR
BETh-7z. Fiz ERICSON X retention % 5.6 %ICR,
IZEUTNADEZEDRBETIIT. 6% ¢ FILELRTH -
1z, SLE @ 2 ilic § sialectasis %»38h 3 & 4 5 B H
BERBEI,

GonzaLez 5k 934 SS @5 & sialogram
¢ normal 73 DX 8 %I UA SN EWV S, HiT
sialectasis | RA, SLE DA OEERIEED Sish -
e, RUMESE S L BEP R EEEMLEE
Hitblz-TRshizz &, 1ZEAED T retention
BPEBT A CE, BIUBIGRRZ L 5 KBERIWED S
FEIE R 2288 2 BB\ &, sialectasis % U7z 1§l
@ lip biopsy T$% lymphocyte infiltration, intraglan-
dular duct epithelium OFEZRL Cnizz & (BEI

-7, 1-8) ¥ X b SSICBRINAFRTH Y, Tth®

BEHINESS LWL T LW D EZEALNS,

—75, sialectasis & Stensen’s duct DHEE & #5HF T
2y DOM1HIE g &, T retention & sialectasis
ERabtTABIDH VL T &, K OF subalveolar dissec-
teon & Stensen’s duct #538 & B3 SHET AFIMBZ N &>
5, ZhH 4 2ORBOERRCHEUEZEHTE S,
J7ch b, sialectasis—retention & ITHES §I13I1T5E
UL, EELOBEIChIZ- T %, GONZALEZ 5 b,
retention {3 SS DAITREM ThH 3 L XA R WD3,
salivary hyposecretion DIFRLTH 5 LiBNT5 . il
75, Stensen’s duct #Eik—subaveolar dissection & iX
S EITBWTED 5, HETTWER (1968) D 5
X 9 iz Stensen’s duct |34 & & S ICRESES U
BLTL % &3 hud subalveolar dissection i3 ﬁg‘g
ThrEEILLNS, UL, GoNzAaLEZ 5 (1970) T
& g Stensen’s duct OIERITAEEM: o U U B ZEE IS
DEIELTZ LWV RIS 5 LBRTE D, MERRT
b3 LT A ICIHAEN S D § FHhis s (FIT-1),
7235, Stensen’s duct DILIRBILFHCHERBH I ERR T
HHSBRALTHE 2DV TH S,

Sialectasis t

Subalveclar
digsecticn

Bilstation of
Stensed duct

Retention 8 T 3

e LL S an ms A% as B2 iR Gn G4 %8 f4 7B Years

Fig XX—1 Sialographic pattern and age distribution
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REE»E—ICEZ s 1B acinar filling &1 5 IR
2R QIFERROIFELFTROBEE TH S Lvbh
253 (PARK 5, 1966 ; YUNE &, 1972) & it & v %
BT A LI TR, -1 (BEI-9),

HEeTTwWER (1968) 12 X M F1IER 7 sialogram ¢l 60
%o D3EE 2 IO UEE 3 AR ETICE S LBE LT3,
EELHCRUREELAOHITRII AL DL DIZZD
B2 o 5 L EMNT AN, RA 2D ELEEHER
ERBICETPTCAE L T Gz A2 R B H#m
R TH -1z (KII-2),

Sialogram & COEEZHERGEIR & OBRIZ, sialectasis7/8
(87.5%), subalveolar dissection 3/5 (60%), Stensen’s
duct OIEIE 10/16 (62. 5%), retention 10/11 (90.9%)
normal sialogram 9/24 (37. 5%) it OB % FH 417,
zhitk - T % sialectasis & retention & #37 FiT
icca symptom & BT 3 L & bbb B (RI-2),
EricsoN (1967) 1% retention % Z¥ 7z 2 H1z sicca
symptom 2FHIzZ LIS,

Sialogram & EER3I6E & DRARIL sialectasis 7R3
Z0 3 b salivary hyposecretion (10ml//10min LIF) %
TR #E134/8(50%), subalveolar dissection ¢i1/5(20

%), Stensen’s duct #£IET 12 6/16 (37. 5%), retention
% RTE TIES5/11 (45.59%), normal sialogram Tk
1/24 (4.29%) 1B/ b, sialectasis,
Stensen’s duct FEIRDMEIC M BIETMHERT H - 12,
Normal sialogram Ti& 4. 2% IC U WEET 28D
3, MRZEREOFLL DB IZDIEEENHS A
% (KII1-3),
UEDEHICRA 2HLET S HOAFREECER

retention,

Table I1-2, Relationship between sialographic
pattern and incidences of ptient with

dry mouth
Sialographic pattern Dry mouth
Sialectasis 87.5%
Subalveolar dissection 60. 0%
Dilatation of Stensen’s duct 62.5%
Retention 90.9%
Normal sialogram 37.59%

Fig II—2 Sialograms of patients with non-autoimmune diseases (A-C), RA (D-F),
probable SLE (G), Hashimoto’s thyroiditis (H) and colitis ulcerosa (1).



34 wooN

.
e gag—e———af-ggioe—g—o

!
i

|

ees o o . ‘

- - 1

i

3 & e 3 — =3 )‘

f——a 8 o e —vge—ee ;

|

,,,,,, N — R —

o 0nn s . |

!

i

Fig. TI—3 Sialographic patten and salivary secretion
i¢ sialogram DFEH % FL12 35, GoNzatez H BT
PEEERITIT sicca element H3fEAE L sialogram Tl
WHIEE LB DS V), HIL, iR (1972) }
sicca syndrome % HOHEEBORMIEET 280D
EHEELTWVA,

g3, 4[E sicca symptom %3F A 22 VW ILE A EE
DAtk 2 B (definite SLE, possible SLE) jz sialectasis
ZEEIILIZC L1d, SS OFRFEMRENE L TEHET D
NIz & S1d0-S0F LIRIC H B> & D N2 HT
w5, FBERINXEEIC d - TH EL subclinical 72
RE2HRE, NS & ICREBENET T sicLIs

- T clinical 72 SS & ULTHbLNTL 2TEENS D 5.
U %, SLEX BIRHCESEICHEIET 5 & 3L HEATON
(1959) W3 X 5 1z SS 1& SLE D chronic /¢ benign
form THAAGEME S A TL 5.

6. /v iF
(1) SS |z EEy & & N % sialectasis » RA 020.7 %

ZEE I L 72, (2) Sialectasis & retention & 1% sicca
symptom N MERSWEIET & L {HEZRL, &4
1z sialectasts ZZWH UL SS LML TE I U2 AR
WEEZ BN, (3) Stensen’s duct 38 & subalveolar
dissection &I MESHE THA & BbN3, 6) RA %
b &% HOAERICERIC sialogram BBE » &
¥ sicca element OFELELRTL TNz, (6) 2 F1 D EE
#z sialectasis % # ¥, SS @ subclinical stage T &
A3 rEbNhA,

IIT Schirmer test

Schirmer test }&, van BusTERVELD (1969) |zt hif
Smm/5min %257 & 3hiE, 13IF15% 0 false positive
¢r false negative fgﬁﬁ’c it A &b, REEls
2 TIZ S 7L SS o sereening test & U T4

LTS,
1, 5 &

ScHIRMER (1903), Si6GREN (1933) 2t - T, 0.5cm
MOFREY b 2 FKO—4E20. Sem§T H T A 210D
LY, EEOTIRBEHEIIZEAL, SOMMFIRI
Db, FHRABBERNFORREGLUIIESOES 2
WELI.

2, ©® %

RA 36{5] (classical~definite), SLE 6 {7 (definite 4 {5,
probab e 15, possible ! i), FEAERE 1, HBEL
Ezs 1 5, 2WCREOBERS 141, Bl 3 41, BTM
= nmu/ﬂ@?ﬁ,ml%ﬂ.

3. % B

RA 36{iFic Smm/Smin LIF16/36 (44. 495), 10mm
/5min EITF23/36 (63.9%) &% { OFIICFER MR DK
TRBEHI, —F, ATEERUAO O 1m
iz Smm/5Smin 2R 7/19 (36.8%), 10mm/Smin PI'F 11
/19(37.9%) & b>7s b QPN HILBIE T 23 555, F
2% ER L Ta g 10mm/Smin LTF 2R EliEsoF Ll
T 1fd B ohd, chic KL TRA T10/5min
MT 3507 £ ki 14d, S0F R 9%5)‘) o

PEIRBPAD 3 v b o — VEEOFERN T E HEEd
WIEF$ % DI LT RA TIRHEHILE ﬂﬂf» o o
WEMSETT 5 EZ AN, ("UI-1, TH-2)

rmoont

Fig. III—1 Schirmer test in patients without
autoimmunc deseases

SLE 1/6 (16.7%) 1z 6mm/Smin, 1G4 51§l
2mm/Smin, HEEAERO 1§ Tmm/5min 2 WA
HOBIER 1 flic 2mm/Smin, t Wb 5 B CRAE
BRCRERDWEDET 2889 1.

4. 5 %
Dy b BTEESE & ICPHERD M EOETA
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Fig. III—2 Schirmer test in patients with RA

= 5 N1z, HENDERSON & ProucH (1950) 2314
D3 ko~ Bz10mm/Smin LFOEDSHED &
M, & iCdd—55F D 33% e 0~1mm/Smin L >
REWlEAIzE LD RABTaY bo—VBHTL
b AEED S FERAWEOETME T H, RA LHOH
CRERRIZBIBEA L OPICOMRDET 2412 L
1 GonzaLEZ 5D 3 BEURICIE sicca element A37F
ETRLLBIRTHES,

Sialogram O FEE LU TA 1id 10mm/5min
LITF @ 5/30 (16.7%) iz sialectasis, 3/30 (109%) i
subalveolar dissection, 5/30(16. 79%) i Stensen’s duct
JEEE. 5/30 (16.7%) iz retention 2WpizicT ¥ 9,
RS WEE sialogram & OENCIZEHENED 5 L7
ol, BRREFREES BB THEL, SSTH3O
%L KCS 2Rt T HE b b, BROK
B ahis EI-1),

IRTREZIRSEIR (dry eye) %37 2 A Blix Schirmer test10
mm/5min DIFOREFID 5 bH$H>4/30 (13.3%) TH

Table ITI-1, Relationship between sialographic
pattern and incidences of patient with
lacrimal hyposecretion

Lacrimal hyposecretion

Sialographic pattern (less than 10mm,Smin)

Sialectasis 16.7%
Subalveolar dissection 10. 0%
Dilatation of Stensens$ duct 16. 7%
Retention 16. 7%

h, Urd codfie 3 RA T Schirmer test 0~4mm/
Smin L EEOIUEET2ALIPTH 7.

1 % rose bengal AW IR% —HDFNCEIEL 1223,
B INAELREID S B, 557 corneal staining %
B izflix 5/12 (41. %) T, SHIA 4 5] (80%) ICE B
7z dry eye 23F Az, IRIREEEORGB I N5 HNE 7/12
(58.3%) Th-izh3, dryeye ld L FIsF AL > o 12,
zhoyt®EEy 3 124]0 5 5 Schirmer test 10mm/
Smin PF% R FNE9/12 (75%) T, R H 3/12(25%)
BHER D 2128 0 653 10mm/Smin L _FOIREE
SWERTL TN,

5. M

(1)Schirmer test {F2 v b —VBETHESE 2 1T
EF3 55, RA 2t 95 BEAFEREERE TR,
HOFICRBAWEDETHED Gh, Uhrd b
—~VEHTL BRTEHEETBOTT TRIETHH 3,

(2)Schirmer test PYEMETH dry eye #FAA &
T4, P URANTIRIZHEREIC SS IcR#I2 KCS
DEET 5.

(3)¢/zhH b, sicca symptom D H % dry mouth A3FE
BRNTH L0, dry eye BIRBRINTHS EWVAS,
(4)Schirmer test |3 &H < £ T3 screening test TdH-T
SS DIEERZBEIELIINALNEEILONS,

IV Rose bengal &IZ K B ocular staining

Keratoconjunctivitis sicca (KCS) i, rose bengal,
fluorescein {2k » CHABEEPREINBZ & IT L hFE
T %% (SIOGREN, 1933),

Schirmer test %22 L 12 SEH O —F 2561 IT rose
bengal SR 2 A1z,

1, B &

1 % rose bengal IR 2 2 AR L, EBEAEEKICT
TRHREE, WMUVER HCHRE 2 VW TIRERER R A
EKHEPBELURL.

2, # 8

BARCERRREEOLE s h 3 FliX 7/25 (28%),
ZORiCAERZEHORE I NI HL 5/25 20%) @B
phtz, BB O RA, Y 1HIEXSLETH b,
®BEIIEP RA Th-12,

3. & ®§

van BUSTERVELD (1969) |Z¥u&IE [i% medial Kor
lateral bulbar conjunctiva & cornea M3 2T/ & &
DRBAINB E X3 ETOHICABE, AFEM3SA
PEEICIZIT normal & SS L2 DT A ENTE, TH
PUE (FThbbAEREIPYET 2855) 12IEFEICKCS 38
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13 % (HoLm, 1949) X v~ 3, Tz HoLm (3 type
A, B, CiZHEL, AIEEICKCS BEETAEULT
W3, ZOEBERI N, EEOFTIIREEL KCS X
SPITH -1z, LanscHE (1965) ik tud, ERA D30
%IC medial~lateral DRIRERBYLE I B &b,
INHEBRILHZGAEDHEIIIEETHEETH S,

Schirmer test X h AUTEEINS 125D 5 % 9 H
(75%) H310mm/S5min L[ FTHbH, KCS O SH Tt 4
FIH10mm/Smin L FThH -1z,

Dry eye id KCSSHID 5 b 4R 2 5 iz, BRIk
HEOREDAZAD AFNCI 1B FAL L W1z,
#-T, AEREOREL dry eye &1dd /s h BENIC
HET2LITHS.

4, I 4F

(WRA ABERORBEINS H (KCS) 254 A &
B, @705 5 460 dry eye BF ATz, 3)KCS%
B AHCIE2Fic Schirmer test (3 10mm/Smin DIF
Th-oiz,

V BH 5 W E

BRI B DREICIIRIE 2 5 A3 1 —ERFE O I3k
BRAET2HEE, VEVRIT, X374 0 E R
EIRRCERE DRIEEADMERIZ FLEEY¥D S,

BERTRAM (1967) iz X AT, FERUIBOIREET D EER W
BT CIEE Iml/15min B EGHZ Evvbh, &
EBHEOREREP, II9itd > TERIWEIZFD L,
B SREERJWET2ED S L0,

1, B &%

F a4 VAL 2REIODEPET S C &Ik HEER
SRR, TOMILSH N ER? ETH&HX
T TZOEBRAELI

mt/10min

20 30 40 vd 6 T 3% Lze

Fig. V—1 Salivary secretion in patients without
autoimmune diseases
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rml . 0zin
4%
L3
2 @
2 g ] °
5,0 8 o
3 e o °
° ®
®
©
Ce L3 »
| _ e
30 °
% ?
@
H

Fig. V—2 Salivary secretion in patients with RA

2, #® B

BEOSEREDAOI Y o —uE Q5D T &/
10m//10min g E2RLIZ, ZDH 5T, 20—495F
TO£HIH3 20ml/10min BL = TH b, 50F L,k Tidd/
15 (26. 6%) 1z 10~20m//10min 2R3 FIBE D 5N,
EGLLBICET2RTLITHAY, 0FLUETEA
% 20m//10min PL %R EIA3/4cED 6 it b,

Sk ABFLETIZRNEELLNS (KV-1).,
RAEE35H]TIE 10ml/10min LITRDFIH39/35 (25. 7%)
v b, Ukrd RABTIZ20F 5 0DA 20ml/10min £,
ERBRUIZIZGT, 307 AL b9 Cic 20m//10min 2IF
OBIMBEERL, 40F5X b 10ml/10min BLF % 754 4
DR 6N, BECBNTT TIRERIWEDIETHIA
FEZEBRLTVS (KV-2),

RA PO BERFEEED 3 5, SLE6 B4 flhic
20-30m//10min, 2 #lic 10-20ml/10min T h a3
b o — B N TEEL Y SUEETSED 6NS,
BEEEREAD 1 FIk 5ml/10min, BREKEO 1145
m//10min & {KTF 2371z,

3, & E

IR 43 W & & F (10mi/10min(TF) 2R U IZH O
sialogram i sialectasis 4/11 (36.4%), subalveolar
dissection 1/11 (9. 19), Stensen’s duct MOILIE 6/11 (5
4.5%), retention 5/11 (45.5%) L3 FE TH-12
(FEV-1),

LOX S CERAWEET 2R T SSIC M
sialectasis 1336.49%IT UdEE»H S/ A3, sialectasis
LOWBET L 2 bERTHEICIEEO S WBIET
BHEHohs,

—7J5, sialogram T sialectasis 28» 356 b, 4
WEHSIER /21 subclinical 75 SS & UTHAET 5 %
DEBbhab, REENSESLTNEDTHSS,
ScuaLr & (1971) ¥ %m Tc-pertechnetate € & 5
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sequential salivary sialography iz X - CEEWE/ ilEE &
EEMERREERRAT R & 138 L 22 Ly SS OBERIE 73 i B8 12
HAHTEE reversible Th 12 WE LTWE 25, B
BOWBEOERT2HICEEDFALO D5 I T2 ¢
LREULNEEDNhE, EZEOHIT sialectasis %R L
T2 8 Glhid 2 4] (25%) i3 T & EERRSY W48 20mi/10
min Ll E2RUTN B3, b 261% SSD subclinical
stage EFATINN, GE- T, HEELIEEBREAYREL &1
DFUPMTUIBNE NS L ENTE, COETHUE
123 T BB O S OB UEERZE LR & 5
ABLENHLEZZLNS, (FEKHEDO RAR T
%k, lysozome @ X 51ic.)

Dry mouth % 10m//10min S F% R LTz 9/11 (81.8
%) W S ichs, 20mi/10min ML E % 7 U #2 10/20
(50%) i d FA b, dry eye 12 &~ dry mouth
BREBRENZLONEVAS,

4, M IF

WRA 20 ¥ 2 BEOCHREERERTIR, 20 o~
WEHZL b RTHE» LERAWEBOETHRED 5115,
OEBERSWRIZ I o - VBT ES L E L ith T
PIETT 505, THIZEE LWETIZ 20, 3)Dry
mouth 2R A BBID0%IZERIWMEIXEE CTH S,
(9)Sialogram C sialectasis %2R U T $25%id T8 DR
BAUWBRRL, TOLD RO BRESREINTHS
EBZ 5N BH% SS D subclinical stage 135 ¢ & A3
T.5%,

VI sjbgren’s Syndrome (DESHR

SS DRWIFLAEE L U TlZVanssLow (1963) D § OLH
HTHS. RERD S b, (NEEROMEAD 5V IdER
DOEGHFERICIE, 4L TRT 51X 51 sialogram
TO sialectasis DFEEDB IS T NBHET B L
Bbh3, (2) Keratoconjunctivitis sicca (KCS) D& #
FIEEREITIE, 1 9% rose bengal FiRIC L A AREFEE DYy
BrFEDLNBE DM ChICHE S, 8)RA ORB I
BiZiZ, ARA DY v vF B WA MET definite /24 L
Classical RA 2 chic 2 Tiz, /MEIRTIZ, (1)Arthritis
DT, OEBEIREROREE, (9)Dry mouth XXMy
W& 10m//10min PR, (4)Dry eye ¥ }% Schirmer test
10mm/5min LR &5 X 512 VANSELOW (D criteria
2ELWHTHEM LU, 3major=definite SS, 2major=
probable SS, 1major+1minorl) E= possible SS & L
T, MNREUIZEFHOHRICENITED SS BFEET BH
BBRHLTCAHIZ (FEVI-),

L. # 8

Table V-1. Relationship between sialographic
pattern and incidences of patient with
salivary hyposecretion

Salivary hyposecretion

Stalographic pattern | {jecihan 10mi/10min)

Sialectasis 36. 49,

Subalveolar dissection 9.1%

Dilatation of Stensen’s

duct 54.5%

Retention l 45.5%
Table VI-1 Modified criteria of SS

1. Major

1. Sialectasis or salivary gland enlargement
2. Positive corneal staining (Holm’s type A)
3. Definite or classical RA .

2. Minor
1. Arthritis
2. History of salivary gland enlargement
3. Dry mouth or salivary hyposecretion
(less than 10m//10min)
4. Dry eye or positive Schirmer test (less
than 10mm/5min)

¢ 3 major=definite
2 major=probable
1 major+one or more minor=possible

RA (definite~classical) 35/t iz, definite SS 3/35
(8.694), probable SS 6/35 (17.19%), possible SS 19/
35(54.3%) LWIRERTH - 1z (EVI-2),

SLE (definite~possible) 6 iz Possible SS 2/6 (3
3.3%) 2RIH U, BAKRR, EBEEKEK EEE
PERETAFORTIZSS X153 54, BERHD
2555 1 it possible SS TH -1z,

2, E ¥

VANSELOW (D criteria (ZEEFRIICIZZ D XL T X
AEEZILENAES P b, definite SS /UL probable
SS IEEERANTIZ SS LKL TS SLO2DARWVWESE
Ah. {-T, BHOHE CIXBEKRNIC RA ©25.7%
ICSS Z2APFLTNIZENS T ENTES,

Definite~possible SS & 22¥f U 1o FEBI D EERAER B OF
HERERBRIROWML TH -T2,
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Tabel VI-2. Clinical and laboratory findings of examined subjects

No. of Patient 1 2 3 4 5 6 7 8 9 10
Case T.E. T.S. S.M. K.I. T.T. K.M. M.K. K.I. T.F. | M.S.
Diagnosis RA RA RA RA RA RA RA RA RA RA
Age 39 50 56 56 69 64 61 69 69 52
Sex = 2 2 e 2 2 % &
Duration of the
disease 3 5 23 ] 17 20 8 1 20 27 6

Sialectasis CO I GO RS N B CO N CO B CO NG S I GO CO N e
2 Retention +)y = ) (+) (+) =) ) = = ()
o
o' | Subalveolar _ —
S| dissection N IO NG S IR G B GO BN GO I CO N D) +)
= | Dilatation of
& | Steneant duct S S e L N o NN GO B CO B CO NI C )
No. of secondary
branch 8 10 10 10 10 10 8 s 12 8
Schirmer test
(mm/5min) 4 0 1 17 0 0 8 1 10 0
Salivy flow rate
(m!) 10min) 18 5 2 3 23 4 7 11 2 17
Ocular staining* ) .
(Rose bengal) ) G G (€9 ) (=) B b
Dry mouth (+) () () CI I € N 15 N €0 B G5 IR €10 =)
SDYIY eye and (+ ) ) (=) (=) (=) (=) () =) (=)
enlargement. S N S R G0 S G L B e I
RA test (+) ) ) ) ) (= (1)
CRP (mm) .0 15 0 2.0 2.8 0 0 0 4.5 5.0
ESR (1h/2h) 45/76 52/93 81/026 | 145/149 114/132 148/152 97/120 20/59 26/64 | 122/138
7 Globuline (g/dl) 1.8 1.7 16 2.4 2.2 325 1.7 L2 1.4 2.1
ANF* I R S S T A B B I SO N CO N CO R IR e
LE Cell* ‘ (=) () = =) = ) =) (=
Wassermann’sreaction (+) (—) (=) (=) (=) (=) (+)
1
5 ggj IgG 1900 2750 2200 1850 1505 2700 850 2180 1750
EEw. lea 335 240 410 270 290 680 480 79 200
Eg- IgM 215 650 220 148 145 270 160 620 240
Hemoglobin (g/d/) 1.5 13.6 10.1 80 107 7.4 9.2 121 10.3 | 11.7
Erythrocyte (X 10 20 500 360 310 402 302 34D 465 380 399
Leucocyte 6300 6800 7150 8550 5650 5500 8300 9000 6750 | 7300
o ‘ o
Comment -8 - ; = _g
5 gE . 3 8 Z
g et
Sz 853 £ | %z 5n £ 5
gc 3. £ g s R 3
@E BE < 22 28 © %2
4% 45,4 42 ¢ 22 ¢ ¢ ¢ | 43
22 25%F 2 -l T BE 3 B = 25
g2 Ec°& £ 8= 5 %= 8 § &8 Z9
53 522 % 8y 2 tg% & £ o | g2
Nt QASE A as & ASE A - ~ a2

*  Ocular staininy ;

(4#) Cornea (++) Lateral and medial bulbal conjunctiva
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11 12 13 14 15 16 17 18 19 20 21 22 23

M.Y. HS. ss TT. MY AF YO MF YK TF MN SY KT
RA RA RA RA RA RA RA RA RA RA RA RA RA

69 48 59 56 42 44 57 47 54 75 52 40 42

) 2 2 g 2 ? 9 2 2 2 9 $ 2
4 12 17 16 7 7 7 17 1 4 14 7 5

o N e B I O I O N T T T T o I G B o B O

(=
) (= G G N o S A G B G B GO B € = = =
(=) S A e N € S A G B oo B o B G = = =
+ &= o e S T G B € B CO RN € = =

9 7 7 7 12 7 8 8 8 6 1l 8 5
27 3 12 8 6 5 6 0 0 20 0 7 3
7 23 9 21 26 21 13 10 15 23 23 13 25

= = =

(= U B + = =

= = = ) = ==
)y =) () (= = =

=
= = = &= -
=)

(+ ¢ ) = W = - ) ) D

20 9.0 25 L5 0 30 0 0 30 0 40 20 20
887125 114/142 55/92 100/131 38/75 68/98 50/94 17/48 112/139 73/100 141/147 99/136 104/121
0.7 26 3.8 L4 2.1 2 Ll 1.3 1.2 .8 29 20
= =) = = = =
=) = = = (= h = = -

=) =) = & + = =
1650 1430 1700 1550 2000 3400 2450
223 950 295 620 430 950 380
88 187 750 160 610 195 330

9.1 12.8 10.0 10.9 9.7 10.0 11.3 8.5 9.5 10.9 10.5 6.9 15.6
296 475 388 393 420 391 411 345 400 460 430 320 410
9750 8750 6850 9800 7200 7200 6650 4100 9850 15850 8150 5000 10500

Q

=

el
3 b5
O 2] .z
=R, =] =
Lo [H =
[N [} =
= o Q
=7 SN =
wnc w1 o =N
= = .
77 k] vig [7) 7] wn ) 172) 1] %) 2] %] N 2]
C/J'a‘ v o w [75] w2 w [0} w w2 0] w2 w2 w2
L8  ef 9 2 9 2 2 2 2 2 2 2 2
g 2% =2 ) 2 2 2 = 2 S S 2 S
7 7 S ‘@ @ @ »n 7 @ 7 7] @ 7] @
@ Q w B0 %] @ 7] 172] 7] %] 7] 7] @ 7] %]
o=} O 0 Q o Q Q o o o] o) o Q o
2P ay = =5 =9 o, =¥ =¥ =9 =% -9 a. =9 =9

(+) Medial bulbar conjunctiva (—) No staining
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No. of Patient 24 25 26 27 28 29 30 31
Case AM. KY EH YO KN TY SH T.H.
Diagnosis &5 SLE unknown SLE RA RA RA RA
Age 50 30 34 24 56 35 59 42
Sex £ £ £ * £ £ ¥ 2
Duration of the disease 2 1 1 2 1
Sialectasis (=) (+) (=) (+) )
2| Retention +) +) = = =)
fo
& | Subalveolar dissection ) (=) ) =) (=)
3 Dilatation of Stensen$
S et neen S I CONN CONNES| =)
No. of Secondary branch i1 6 6 9 8
Schirmer test (mm/5min) 12 55 2 55 4 5 11 3
Salivary flow rate
(ol 10min) 2 12 2 2 27 2 9 12
Ocul taining* (R
o o Sraining™ (Rose S e R ) )
Dry mouth (+) ) B ) (+)
Dry eye = = = - )
Salivary gland enlargement (—) =) (+) =) (Cd)
RA test +) +) (—) (+) (+) Ci9) =)
CRP (mm) 3.5 0 0 0 2.0 2.0 0
ESR (1h/2h) 94/133 12/36 21/42 75/117 63/110 7/19 86/126 4/7
r Globuline (g/d}) 2.7 1.8 1.7 1.8 2.1 1.8 1.6
ANF* (=) (#) (=) (=)
LE Cell* = ) =
Wassermann$ reaction &) (+) (= (=)
e 2| IgG 1800 2100 2900 1650 2150
=0
EEw| IsA 2000 220 560 690 183
ESE| 1om 310 300 160 72 750
Hemoglobin (g/dl) 8.1 12.4 12.5 13.0 8.9 9.2 12.5
Erythrocyte (x10%) 410 460 469 415 340 365 512
Leucocyte 4750 6250 3450 6350 9250 10600 5300
Comment W m
- 7
w2 )
N = 2 50
=22 O o535
=i~ .o 7=
SE &8 g
QE kL E =9 %0
8 45 Y94. 498 2 8 8 3
2 o5 258 o4 2 2 2 2
5 9§ 2gL =2ty 2 2 2 2
o) [ 8 (74 el 172} 172} wn 2] w
A 72 t: ) E, A E > 1723 173 A 72}
& AS fad Lak & & £ &

* ANF ; (4#) Peripheral pattern (+) Diffuse pattern (+) Speckled pattern
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32 33 34 35 36 37 38 39 40 41 42 43 44

Y.K. H.I. Y.Y. TS. FO YM HE KT HK MO SIL ST GT
RA RA RA SLE SLE SLE CT CuU SLE RA RA RA RA
66 28 60 35 20 24 46 56 22 25 66 62 50

3 2 7 5 5 3 1 9 3 3
= = = = - == - )
= = = =5 6= = =) G
= == = == =)
+H = = = = H =

10 11 10 6 11 5 9 12 5
14 27 11 40 17 6 2 7 29 50 15 34 29
14 25 21 24 30 1 5 5 25 26 27 33
(+) (= (=)
= = == = === =)
(GO Co NN Co NN G BN G0 TN GO BN CO BN Co NN CO NN S =
o I GO I € N €O T S A G N e B G B G B G =
GO S N € S N G B o B G B G B ¢ N € 9 B € + ()
3.0 2.5 1.0 3.0 0 0 0 2.0 2.5 2.0 0 0 3.0
81/117 22/54 61/98 58/85 80/120 8/20 2/5 70/105 80/120 36/74 35/76 48/87 84/115
1.7 1.2 1.3 2.2 0.9 1.3 1.0 1.8 2.0 1.2 2.1 1.1
+ = = = @ WD = G =) =
W = (=) ) Gh = ¢ & =
= = = @ = = (+)
1100 650 900 2300 4600 2800 2150 1200
550 200 240 120 560 780 760 500
210 125 145 83 70 126 270 160
11.9 13.2 11.2 12.5 13.2 13.6 12.5 11.0 10.0 10.9
407 470 342 440 450 490 395 440 430 485
8450 5250 5500 5500 4450 11400 3750 3950 4000 11700
<
R} = é @ o
ol = £8 ¢ 5 3% g 2z
253 s 38 2 o EE B¢
2% e Ao 2 e ZE 8. 3
8 2 gl ° & 5< 3% a
G © S5 B wms 24 25 o =
g B e @mi @mg 25 =g 7 4
& 2 gz B2 2 22 §5 Jg 2 s =
oS 8 S8 ©Eg EE 5 8 ‘g g S
Q i O 2 5 fi=! g S0 o | Qi = =} 2
35 25 Sz 9§ €& LZ pPE % & 3
wns ks A An AR La L<E A » >

LE Cell ; (4) More than 10% (+) From one to 10% (<) Less than one percent
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Definite SS @ 3 i3 1§ Classical RA, Stage 1V,
Class II (STEINBROCKER {2k ) T, ES1L39~56F,
RERGBER 3 ~234ETd » 12, Sialogram Tt 2 filic
sialectasis 2387245, 14i% Stensen’s dnct DILIE D

BERDHIIZTFThHoiz, COHID L 51, sialogram
ICRENSZL 2R D I ElL, GoNzalez izt h
£ SS D8 %BEILAS LB & s, Schirmer test |
LOCEEIRT 238, £flicdryeye & KCS % & 3
25Tz, Dry mouth 13 &P B 7o SR D E
DETIE 2 icEy Hnte. RA test I 3&flic B (+
~+) T, Mibid2flic i g~ E {2, ANF, LE
MR 1 BT, MERERICEES 1 BliciBhiz.
26Ty o = FITH T B SHEICCRIEA DG B U T,
JEBRAEIE 2 Bhe@w b iz, BRI 1 BHUCHETEL
iz, Zofh, EH LICEFETFORD, w52 KtiéEﬂD
WU, 1SHERFSE, PRI, DB, EH2R
BACETEOBRES ICREL, %1 C%Jﬁ?@%&?ﬁ*ﬁ
wRELI.

Probable SS @ 6 i356~69F, HERBER S ~27
T, £ classical RA, stage IV, class II~IV T& -
2. Sialectasis |3 4/6 (66.7%) IT (+), 2/6 (33.3%) 1T
(=) Td® -1z, Schirmer test 10mm/Smin L|F ik 5/6
(83.3%) iL@» Hh, BROWEET (10my/10min 2L
T)iE3/6 (50%) LvdBwizh-1z, KCS 2 2 flZ@% iz,
Dry eye {2 I FIICU 3R A & /g o> - 1255, dry mouth
REFICRA L NIz, BERERIZ 1S che2Eb e
-1z, RA test 132/6 (33.3%) iz (#), 2/61c (+),
2/61C (=) Th-7z, MO EE % 4/6 (66.7%)
B 1z, 50%]ic 7-globurine 2. 0g/d! Ll E 2 Z w1z,
ANF K 0* LE fBid 1/6 (16. 7%) KEHTH -1z, %
O, 2/6 (33.3%) I BB ARIERASHE L.
122 B0 v RREXR2BH .

Possible SS @ 5 & RA 2 &BF3 51941 Tix, 35~75
T, RERBER 1 ~1TETHbh, RA test (3 7/18 (38
9%) 1T (H), 6/18 (33.39%) iz (+), 5/18 (27.8%)
(B~ () Th-1., MLOFEBEER 10/19(52. 6%

1zZ8%, 7-globuline 2. 0g/d! 2L E#8/17 (47. 19%) iz 7
»iz. 1§ ANF (+), LE fij@ (#) 2 B iz, ﬁ*ﬁ?
IO ARWER OHBUZ 3 flica & iz, 1Hlicik
Progressive systemic sclerosis % &8fL T iz, o h
5 possible SS IZFICHE L HEDFZBELEERE LT L
ENdH 5,

Definite SLE 1§ 2 possible SLE 1{f]iz, sialogram
2T sialectasis 2787z, FIEIX30F LT 1 a1 &
h ZFRMBEEIRES H b, BRI R YGE MEE, urt-
caria, Z FHMBEN D b, FEMITIIHICRA 2389

%. RA test (4), Mik{Z#it7s{, ANF (#), LE {1
fE (4), MEHIEME, WEBERIGHESED 6N
2, BERIX/ch> - 12, Schirmer test |&55mm/Smin&
BIFTHAH, EERSWEIR 12m/10min & 2RETFL,
dry mouth {ZEBETIZH 3 5B bNlz, HE 11247
T 2ENNC R, B, RERDTREL, BIEE
Wiz BYGRESE, R, 2BO0HR%E, PRIRE, &%
7 L ¥ —, urticaria, #EEENH b, RA test (+),
MikoSERER»ZED A, TAtest I TDH 12,
Schirmer test 13 55mm/Smin, EEKOWE1Z 21ml/10
min &EFTH 725, & EiC dry mouth 23RA 5 C
Lp3d 5. Rose bengal i CREIKR OB O IREREME
BEULRE SRS, ARREOREIZESL > TI.,

zn 5 SLE 2483 % 2 o possible SSix & § i
sialogram T sialectasis Z27RLTHEH, WEITTRIC
BEEEDOHZ B b /L subclinical SS Th 5 5 L&A
sh3, ULd, CO2HBITSLEICSS BEPEL
14 DTH 3B, HAHWE subclinical SS T D DTH
3OS HREBER, BRIRER, BaEECL - TH
LT ARENS DS, aiE G0F L) BTk ANF
73 peripheral pattern %R U 7245, K (1970) izt h
1E1351D SS @ 3 & peripheral pattern % 15. 4951505
ANF 513 SLE L OEFIRTE ey, BED
ANF o peripheral pattern # RA % &f4 5 probable
SSo1flict BD T3,

EZEDATF TS XEQOHFIN Tk SLE Tsialogram
EFHUFEANHEIRS S/, ERITE SLE 2 d
iz b OEE ¢ sialogram DR (sialectasis, reten-
tion 2 X) hHBH s DLIEEINS D, SLE LBl
L% {1 sialogram $, EEEBRAER & EiE 3 Rz
ttHTHAHH EEbLNS, SLE L8 2 K IR D K&
BREBERTNEEETHSS.

ZUWTARIED possible SS 347 Zodk) 134y 1 RIS & 2
THiEE, QAT 7 &, Bk, FEESEAHEL
Tizds, AETREEHREEEZRD 2 L 510/ b4k
AR LUTZ, IR Tk [ ek E D (3133000% Em)
BED AVIFBRBL 30 <, RilEK, WIMIEUIESR
THotz, (17 Ca ZEHE T, BLr v b7 o REICER
2, ULy Y URISIZBHE, LY NS UBRET
LR Ao, EARKRZSVD, RA test (=), CRP
Omm, [ 2lmm/42mm, ANF (=), LE #ijg (-),
EBHERGRETh T, AFn 4 FivEVHIE
IS 1z, Schirmer test 2mm/Smin & {EF L, EEWESW
B1322ml/10min & IIFER TH %25, g dry mouth,
PRADEWDHD, FET 0T Y i vG 2900me/dl,

rA560mg/dl, TM160mg/d! Td -7z, SS, sarcoidosis,
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malignant lymphoma 7z ¥ 27U TWH 72l g7z
S5VERITH S,
3. M IE

(1) RA 35§z definite SS 8. 6%, probable SS17.1
%, possible SS 54.3% % RV LTz, (2)SLE 6 Flrhad2
% possible SS Th -1z, T 1 H1X SS @ subclinical
state THA 5 £EZ 1%, (IRA iz ANF &4, LE @
Bk, MitEERE, Rk AREROHME, MR
I, v oA, EBRES 2By B & XT3 SS
PESVLEVOLEE LN,

VI ¥ & 8

(1) RA Z2Hily & 92 HORERE 2 6B 1T sialogra-
phy 2L, SS ICHEF# MY /s sialectasis % RA (D20.
7 %ICED Tz,

(2) RA SN HTOHFERICE sialogram O RE»
A, 21D SLE (¢ sialectasis #F» iz, O iEflid
SS @ subclinical state &) L ENTEB EEALN
iz.

OERSWERUVERSWEII RA 228D TATHE
KEBUET 238, CORTIEaIvy b~ b
X Y EFEICBWTTTICRED 6,

(DOIFEEZEEREIR (dry mouth) MSIERRMI T H 3D ILK

L, BREREZHEAEIR (dry eye) 13 KCS i B Th -1z,

(5) Schirmer test [ MEEFR DI EH5E 1X screening test
EUTOERUMEZT, SS DR IE sialography T
@ sialectasis K {¥ rose bengal #SRRIC L 3 KCS DI
B ARETHD.

(8)1 9% rose bengal K HIRiz & 3 KCS (corneal
staining) % RA O 5 fllic@BH 1z,

(1) RA 358z definite SS 8. 69, prbable SS 17.1
%, possible SS 54.3% %81z, 2HID SLE $ possi-
ble SS TH -1z,

(8) RA iz ANF B, LE Mo, mibErEEE,
SEEICT ZEVEROHB, RRE, v o oSIRER,
EMBEC 2R A L XWX SS 25 NBBHE &H
Abhiz,
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RHEUMATOID ARTHRITIS AND SJOGREN’S
SYNDROME

by Yukinobu IcHIXAWA (Director : Prof. H.
MORINAGA), Division of Internal Medicine, Institute

for Thermal Spring Research, Okayama University.

Abstract
1. Parotid Sialography

Parotid sialograms were investigated in 29 patients
with classical or definite RA according to the criteria
of the American Rheumatism Association (one of
whom had scleroderma), 5 patients with SLE (accord-
ing to the Dubois’s criteria, three were definite, one
probable and another possible SLE), 3 patients with
other autoimmune diseases (Hashimoto's thyroiditis,
colitis ulcerosa and undiagnosed collagen disease),
3 patients with polyarthralgia and 10 patients with
nonautoimmune diseases.

Sialographic technique was performed by modi-
fied Rubin’s Method using contrast medium Conray-
400.

Sialectasis which is pathognomonic of Sjégren’s
syndrome (SS) alone was observed in 6 patients with
RA (20.7%) (3 punctate and 3 globular patterns) and
2 patients with SLE (one punctate and another globu-

®

lar pattern).

Retention of the contrast medium in the duct
for at least 5 minutes after the injection was observed
in patients with RA, one patient with SLE and one
patient with colitis ulcerosa.

Sialectasis and retention almost always existed
together, and were observed in patients from young
to older one. Although dilatation of the Stensen’s
duct and subalveolar dissection also existed together,
they were observed in only older patients. It appeared
that the former is the specific findings of SS and the
latter is the non-specific findings according to the
aging.

Dry mouth was complained in 7 sialectasis (87. 5
%), 3 subalveolar dissection (60. 09), 10 retention (62.
5%) and 9 normal sialogram (37. 5%).

Salivary hyposecretion (less than 10 m//10min)
was observed in 4 sialectasis (50%), one subalveolar
dissection (20%), 6 dilatation of the Stensen’s duct (3
7.5%), Sretention (45. 5%) and one normal sialogram
(4. 29). These results show that sialectasis and reten-
tion are well correlated with salivary hyposecretion,
but dry mouth is not so diagnostic in SS.

Two patients with SLE had sialectasis were young
women and showed normal salivary and lacrimal
secretion. These cases may be supported by Heaton's
hypothesis that SS is a benign and chronic form of
SLE, or thay may be a subclinical state of SS.

2. Schirmer test

Sixty seven patients (36 RA, 6 SLE, 3 other auto-
immune diseases, 3 polyarthralgia and 19 non-autoim-
mune diseases) were examined by Schirmer test.

Besides lacrimal hyposecretion was observed
in RA and other autoimmune diseases, it began in
younger age. These results show that autoimmune
diseases have a sicca element in themselves.

Compared with the results of sialography,
Schirmer test was not correlated with sialectasis and
retention.

Dry eye was complained in only 4 patients (13.3
%) with lacrimal hyposecretion (less than 10mm/5min)
and all patients with dry eye had keratoconjunctivitis
sicca (KCS). Dry eye is more diagnostic than Schirmer
test.

3. Corneal staining by 1% rose bengal solution

Twenty five patients with RA or SLE were exam-
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ned corneal staining (Holm’s type A) was observed
in 5 patients with RA (20%). Staining of the medial
and lateral bulbar conjunctiva (Holm's type B and C)
were observed in 6 patients with RA (24%) and one
patient with SLE.

Nine patients with positive staining (type A, B
and C) (75%) showed lacrimal hyposecretion.

Dry eye was complained in 4 patients with type
A staining (80%), but no patient with type B and C
complained dry eye.

Dry eye appears to be specific for the diagnosis
of SS as sialectasis on the sialogram.

4. Salivary secretion

All amount of saliva was collected during ten
minutes chewing two pieces of gum.

All of 21 patients with non-autoimmune diseases
showed more than 10 m//10min, and slight degree of
salivary hyposecretion was observed with aging.

Nine patients with RA (25. 7%) showed salivary
hyposecretion (less than 10m//10min), besides it began
in younger age. It was also observed in patients with
other autoimmune diseases.

Only 36.4% patients with salivary hyposecretion
showed sialectasis on the sialogram. It can be sup-
posed that patients with sialectasis and good salivary
secretion are subclinical states of SS, and that this
state is depends on the compensative function of the
glands. Therefore, it is impossible to suppose the
salivary dysfunction from the complaints of patients
alone. It is required that saliva must be analysed not
only quantitativly but also qualitativly (such as RA
factor, complement and lysozome).

Dry mouth was not only complained in 9 patients
who showed salivary hyposecretion (81. 8%). but in 10
patients showed normal secretion (50%). Dry mouth
appears to be less specific for the diagnosis of SS than
dry eye.

5. Diagnosis of S8
Vanslow's criteria of SS was modified as follows.
(1) Major : (D Sialectasis or salivary gland enlarge-
ment @ Positive corneal staining (type A} @ Clas-

sical or definite RA (according to the criteria of the
ARA)

(2) Minor: (@ Arthritis @ History ot salivary
gland swelling @ Dry mouth or salivary hyposecre-
tion (less than 10m//10min) @ Dry eye or positive
Schirmer test (less than 10mm/5min).

Three major was diagnosed as definite, 2 major
as probable and one major with one or more minor
as possible SS.

Of 35 patients with RA, definite (8. 6%), probable
(17.1%) and possible SS (54. 3%) were obserevd. Two
of SLE (33. 3%) were possible SS. One patients with
undiagnosed collagen disease was possible SS.

Clinically, definite and probable SS may be
diagnosed as Sjogren’s syndrome.

Two possible SS with SLE may be supporsed as
subclinical states of SS who do not yet exhibite full
criteria.

Compared with the clinical and laboratory find-
ings of these definite, probable and possible SS with
RA, it was supporsed that positive antinuclear factor
or positive LE cells in RA patients almost always
represents SS, drug allergy, especially to gold therapy
may be a manifestation of SS. Hypergammaglobuli-
nemia, extreme elevation of erythrocyte sedimentation
rate, struma, lymphnode enlargement in RA patients
must be suspected of SS.

Although one possible SS with SLE and one
probable SS with RA showed positive ANF (periph-
eral pattern), it is impossible to differentiate SS from
SLE by ANF alone. Because Suzuki et al. reported
that 15. 49 of SS had showed positive ANF (periph-
eral pattern).

Examinations of salivary glands including sialo-
graphy must be performed in patients with SLE in
the future.

To detect a subclinical SS, sialography and cor-
neal staining must be performed even in patients with
no sicca symptom, because of the compensatory
functions of salivary and lacrimal glands.



