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 E:BH R RARFRESMEDPSD A EEFEMEH(NHL) & F 696 R4F4E, 4 pSS 4 5F NHL & 17 36 2 4t A
F. HiE @B AT 16 4] pSS 4 5F NHL & H4E 4 #1504, Rl 4 A& pSS A JF & NHL #5 & & 7 AL B 20 4 48 S <3 pa 40, 5
o mAEHFGIERRIL . FREHE REFHIE AEAFHL, R 166 & F 854 pSS 245 NHL #9af AR 2 A A £
SHERF S MALR AAAREFRIERENCIERCTLEN R SRR X e LR X R R IEG R AETHREZH TR
4 (P<C0.05) s AF 48 G s i AR 7 41 (43.800) , 23 & T xF BB 48 (15. 00) (" =12. 086, P<C0. 05) s £x. 49 JL B 4% 6 41 (37.50) &
Z& T BM 341 (15.0%) (" =8.386,P<0.05) ; 4 45 4F 46 a7 44z 4tk (ANA) (4% SSA/SSB 44k, £ FUE B F (RF) L %
BB G BAMEBHAI B, £ F RGITFFEL(P>0.05), %RMBAF KN ERA L P p53.Bel-6 & 3 54 2m ML A% 4L R (PCNA)
MR RESTHRANP<0.0D, Fif IRKRITK KT LK KA G @mIBEIK ook ) 2 pSS &5 NHL & & 44
F 89 16 K &I, It B pSS 45 NHL & # p53.Bel-6 & PCNA 89 & ik 3 & . 3 L4 W fo HUG A 35 5 & L.
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The clinical analysis of 16 patients with primary sjogren’s syndrome combined with nonhodgkin lymphoma*
Yang Min s Mo Hanyou »Li Baozhen »Shi Yuhong » Xu Jia » Zhou Runhua”
(Department o f Rheumatism Immunity ,Af filiated Hospital of Guilin Medical College ,Guilin,Guangxi 541001 ,China)

Abstract: Objective To explore the clinical feature of primary sjogren’s syndrome(pSS) combined with nonhodgkin lymphoma
(NHL) and provide evidence for its privation. Methods The clinical features,lab detection, pathological characters of 16 patients
with pSS combined with NHL (study group) were analyzed and compared to 20 patients with pSS but not NHL (control group). Re-
sults The 16 patients in study group were diagnosed during 2 months to 8 years after diagnosed of pSS. Compared to control
group, the specific clinical features of study group were lymphadenectasis,swelling of parotid gland and fever, which were obviously
more than in control group(P<C0. 05). There were 7 patients(43. 8% ) in study group whose leucocyte was lower than that was sig-
nificant higher than in control group(15. 0%),()(2 =12.086,P<C0.05). The ratio of red blood cells lower than in study group(37.
5% ) was higher than that in control group(15.0%), (y* =8.386,P<C0. 05). The others including ANA, anti-SSA/SSB, RF, PC-
NA.,immunoglobulin,and complement were not different in the two groups(P>>0. 05). It was found that the expression of p53.bcl-
6,and PCNA was up-regulated in study group than control group detected by immunohistochemistry(P<C0.01). Conclusion The
specific clinical features of pSS combined with NHL were lymphadenectasis,swelling of parotid gland,fever,lower leucocyte or red
blood cells. Moreover, the up-regulated expression of p53,Bcl-6 and PCNA is helpful to direct the diagnosis and prognosis for the
patients with pSS combined with NHL.
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B A T 25 4 E (primary sjogren’s syndrome, pSS) J&
— P AN S A AR Y 0 S RE T B S, LR AE
i T e A8 Sl O 9 A A TH R S S0 O WA R A UM L A R . 0
ER L. PSS SRR A CH 2 FETSHKE
9% (nonhodgkin lymphoma. NHL) £ I, , H DL ¥R i& ¥ K B 41
MLk B 98 (diffuse-large B-cell lymphoma, DLBCL) #% i £
BT AR R A AR DT Y B RE LR SR AR T TR 4
o IE £ K TR A kAR A LA BN A 44 A R 2 F
AR Z —. pSS A JF NHL B m & & M mE- .
T i pSS & I ik LI A G KRR AE X H B g BT 2. AR
XEACRE 16 6] pSS & 3 NHL [ 1Y I R 32 9 5 50 % 46 20
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1.1 — ekl 1997 4 1 A & 2009 4E 12 A A BE#i2 pSS
A 628 11,2002 4F LT pSS M 12 WHIKHE 1992 4RI 12
PRAUED, 2002 4F LIS SR A 2002 4R & 4T B9 [ B pSS 2 W R
wES . Hop & NHL 16 il F/E A A B 4 6, &
12 ] AR 42~72 %, 44 (59.3+11. D % . MFEH#2 pSS
BRI & NHL 19 612 451 £ 35 o BE AL L HL 20 014 S X B4 .
Hodr, 5 4 4,4 16 B4R Y 40~73 %, 1160, 1£12.6) %,
WAL B E W MBI 22 R B B L (P>0.05), BAf
Al
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1.2 W4l WA R EWHARA F LR T. 0
RS20 1 N SRR SN Y i N N R N2
A ST G B A 0 B AL G O F R DR L Il T B A% B Ik
(ANA) .1 SSA/SSB. 2 KR H F (RF) (2 3R 1 AMA; o
£ L B A K6 A0 45 p53 . Bel-6 L 19 5l 40 it 4% 40 J5 (PCNA) 5 Fifi
Ui B AR 53 4T
1.3 Fik TEABE BB E R R BE R P TR R RS
10 Jit [ P ¥E 9% 43 2% (international classification of diseases-
tenth revision,ICD-10) 4 4 : T4 25 A 1ik (ICD-10M35. 001) L3k
AT 4 R BV (ICD-10C85. 9) . HEBR 56 F F 4 25 A 1iF & 0% - ik
Z LA S5 W DL Rk R R R A AE AR 6 1 NHL 95 6,
I 13 B Ak S A 1) 4% AL R A ST BN PR L O 6T BT A O B8R AT B
i BEVT I A 2~10 4E, 1% ANA.$HL SSA/SSB il 5% FH W
I G0 98 W B 92 CELISAD , RF A6 I 5% FH 3L 66 4275 . p53.PC-
NA B3 BEfTiR R B P12 Dako 24 A . Bel-6 B 5 FE BT 44 ok [ 36
Fl Maxim 23 A) . e 21 8040 2 K 50 b A I A J AR T K 41 41
Rl Jy 15 2 BB DUA 50 3L 0 0y i AT .
1.4 St e RER A s 28 TP RLR %
HTE R 7R . N SPSS16. 0 % {4 X 50 48 HE 47 $ i 4 46 56 L
HFRHEAT RIS THECROBL AT f KRR, DL P<<0.05 B R
B E X,
2 & £
2.1 IGIRFH W54l 16 BlEH A2 pSS £ & JF NHL
RIBFTEIAN 2 S 2 8 AEANEE, i 14E N 2 1], 2 4F 8 3 ). 3
ENLELAEN 20,5 FERE 8 HlL iRk 8 E, HXKEA
FLAE , TF 50 2 50 S P 2 300 B A 8 2 i A UL O e SR % 4
XERER ARAE (1) & AR RIEF R 43 B\ T4 4 (P<
0.05), HAMGRFIAMRT 0T B k200 T 50 R i
ARG LR, 257 BHEI R L (P>0.05), LE 1.

*x1 WMABEHRKRIMEEB[2(%)]

i R 2 B WA =16)  XFHLL (n=20) e p

NSRS PN 10(62. 5) 2(10.0) 11.025 <<0.01
A 10(62. 5) 5(25.0) 5.413  <C0.05
T i i A 11(68.8) 6(30.0) 5.355 <C0.05
IRT 14(87.5) 18(90. 0) 1.076 >>0.05
1+ 15(93.8) 18(90. 0) 1.098 >0.05
B Tk 26 5 3(18.9) 3(15.0) 1.168 >>0.05
KA 6(37.5) 7(35.0) 1.062 >0.05
Fnag 2(12.5) 2(10. 0) 0.986 >0.05

2.2 SEEMAE pSS A JF NHL EH [ 40 AR OhF
4XX10° /17 ] (43. 896) W3 v T AF B4 3 Bl (15. 020) (3 =
12. 086, P<C0. 05) ; 2L 40 Uik F (4. 0 X 10" /1) 6 i (37. 5%)
FHT XA 3 4115, 0%) (y* =8. 386, P<C0. 05) , ML /M A%
F 100X 10° /L 3 PO 41 b 85 22 5 B4 i 2 38 X (12. 5% vs
10. 0% ,x* =0. 986, P=>0. 05), #5541 Il i ANA FH %
(81.3%) .3t SSA/SSB FH I (75.0%) \RF BHEHR (43, 8%) .
RIS IRA i 22 B RS B G R A P E BRE A
IgG B 9 B (56.3%) IgA BI85 3 6 (18. 8%) , #MA& (CH50,
C3.C4) AT — T A 4 1] (25. 0%) . S % IR 40 Mo & 25 7 G
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Gl R L (P>0.05),

2.3 JRFIEEFAE 16 BIFI2 A0 NHL HhoR1E K B 4 fa itk e
I 5 M) R VA R R 4 ] L 30 2 X R 3 9] L A B Ak L o
2 {51 7 P DK 2 B A R L I R g A M T A oA
e 1. S A UMk 2 K I TS IR 414 p53. Bel-6 & PCNA %

5L AT 4l p53.Bel-6 K& PCNA FH MR ¥ 8 3 & T X B4,
Wk 2.
*2 REALNZERN p53.Bel-6 B PCNA %
ZHETHEER(Y)
28 51 p53 Bel-6 PCNA
Mol 87.5 81.3 93.8
X HR 26 15.0 10.0 30.0
$ 68. 468 72.486 28. 564
P <0.01 <0.01 <0.01

2.4 BEVI KBS WA 16 BB EBEDT 2~10 4, H 4 f)
T BIBEF 112 NHL J5 55 2.4.5 5 8 4, # 1k 2011
AE6 H L3 Blg T, Ay 9 B TE M ARV b, B #i2 NHL 5
TEE B )3 2 (5. 84, ) 4F K 1 il EL 3k 10 4. X HR 4L
20 BT 3~10 4%, Hop 1 B3 F 12 pSS JG 5 3 4, V14
THIFE (8. 91, DAE, B3 & TAF5E 41, P=0. 001 6,
3 i it

pSS & — Tl % BN A B b 41 WA IR 10 P B B A PR R
9 o LA DR Y MR AR T R A RO LRI R VT AL R G R kB
TESFHN 3 WA IR AT AR O 2R B . pSS 1Y 32 S LA 4 2 vk 2 A
i 3523 R DL A 3R AR S A AR B A LY b S A
V) 7 A ot Ak U0 48 A 5 400 L DA e B A% 4 BRIR T, I O M L i
WREZERL) . Yasufumi F1 Susumut™ A S ik B 40 it 32 18 & i
TR — A 2 W By 2o A2 < 8 S Ui OO At it 22 o PR 09 T K i Oy
S RIS B L T K JR A B R DG Utk B 2H S0 9 (MALT) L i 5
TN R LR, pSSHEZ I AME M EARWELAZ
—BL UL NHL £ 0, 4% 4238, pSS 8 #% & & NHL 1 K&
Lo Al N 18, 8 %, AR R, pSS B H NHL iy & &
K 2.55% (16/628) A% T Baimpa U il 7.5% ., HA
W55 A 2 rp s B 4 A 5T, A AL 1) 359 A 1 e i 3, LR AR 4
b HELL ML pSS &3 NHL 1y kA= 5,

A 28 5 K A I PR B 17 R B 8 40 JE 3 R R AR R T IR R
o 2 U 09 o T 0 BB AR R SR b TR AR BRI R A
#i2 pSS EHIF NHL Ry EI AN 2 A~ H 2 8 A%, Hm. T
fi% pSS A IF NHL Byl JRAFIEXT T pSS & & & IF NHL i 2 b
MW EA BRSSO E. EIMRE pSS & I itk B8 9 4
SR PR 2 I AL HE AR AR U R i O R S 95 9 B K il A% L A1 R
P25 A L 230 2 A A A G M L6k B A0 R s 2 AR R o g
BERE EMAET ", Zhang S HRGHE , pSS & 3¢ NHL 24 ik
B35 i A Ut i K . B R 1 AIRCR AR 0L R R A O T
PSS FR A LB T 5 S E AR A R AT fl P 5 K B Bk R
BT L e AR AR S E MR E A — B AR R
B, pSS A NHL 45 45 5 P 28 BAL 5 b B3 485 b o L J A o Kk A
R HA R PO AR T E AL IE 5 — T KRR H
] AR — B0, 5 36 2 K A 4 I R IR A £ 40 i I 41K G 4 L
LA G L (P<C0. 05), 17 ANA.$T SSA/SSB i
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R RF e Bk 1 AMAPTAL L 55, 2 7 TS T2 L (P>
0.05) . A SCHRIRTE LA A I AE B2 3 & NHL /) f2 s [ % 2
— AHTEARFF I I,

H i . pSS I & NHL (# J5 K K& & 9 AL il 475 A< B 8 . 7T fg
S R RS 1 52 23D AR LR e IR R R 4 B4 i 5 o
WP FRERS S, RN R BN EHESS L.
NHL ) & A= J& 22 5 PR A48 0 3R 47k BT B, NHL o 5 (R 58
AR G R e BART AR (H R H DAY 3k R A 2 R R O 0 f
Sobr A WL 90 % L 1 iy NHL b2l 5 NHL 9 & e WL -
M REASEEAE A . Hans %07 783817k B8 40 F 4 26 1 A 3
B 3 AN FEEEEP Jy CD10(3q25. 1-q25. 2) \Bel-6(3q27) \MUMI
(6p25-p23) »Bel-6 #IA 5 DLBCL % £ & i J5 45 Jy %5 1) 1) Jik
Bl Z—. p53 HePR 2 —Fh a9 B A1, 76 iy 4t Mt 1% % A g 4
AR AR B IER, p53 T RETE pSS #F )& NHL i #2
A F AT, Tapinos %077 38 5 658 41 414k 2 1 West-
ern blot 43§13k %+ 7 1 pSS Al NHL £ & B IR ) DNA #47 p53
FEEAEF N, ¥R IRAETES 5 b EFH I RA, B ik
Shy 33K o g s o) 35 IR 199 2 1 AT RE R pSS B I LR & AR I L
il PCNA JZ 42 40 i & 399 ) Ak 4 28 A% 2R 1, HLRE R
BT AU AE W E L T T R B MR S R LR . A
PR JFE SE N 7E pSS & 3 NHL B E S IR 4L 8 i 3k
HEAT TR K R B 5T  AF  J85 Se e 41 UL 2 K T & B8 pSS
&3 NHL i3 p53.Bcl-6 % PCNA 1933k BE 5 T R4
NHL 3. X ARX pSS A NHL 2 Wi B A BEE 15T
T [l B 25 TE S T X S L B AT B 7E pSS & JE S NHL i)
PR E—ENER., XEIEE pSS #f N NHL o f#
MR R EARBH R FEARZ—,

Zopb K3k 10 AE R B U5 K B, pSS & JF NHL 5 %k & Jf
NHL # E , £ 3 B 18] 45 46, 5 45 N SE T2 - 3 =, AT L pSS B #
iRy NHL B mE BE W BUS . M2, AR5 K 500 iR
i U EEL 5 b R Lk L A B AR AR 40 A T O A & pSS
G IF NHL B EH BR R A R R I A A X e R I pSS B
N e i A L aE R O NHL /9 7T R . JF B pSS & JF NHL &
p53.Bcl-6 & PCNA Rk & X HiZz Wi A s A B3 =
o AHAHIEFE Ay B b O RGP TF 5T 5 B8R AR B0/ S DV
SR AEAR pSS ABERY NHL &% K. Kok B Bt 15 £
AU T HES T ) RIS R 3 36 P 5 5 A ST B A O 155K L pSS
rh bk 98 K e B R R EAT UR 40 2 AT AR VS AR L A
M6 I 1) 2 7 2R SR B AL AR A0 (5 L 6 J8 2 R A 12 L AR T
SER A A
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