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PRI K B AN LR 8 s P12 b IQGAP2 Fil CDC42
3635 G IA i wf o

e, B, £ &2, Z Y, ka4 (L WP ES S LRI R —ERE /WA B EEEE
FERGERL, IR RN 4120005 2. G PHTH EE EBEAGEFRL, WIrEIH 414021 )

i E: BB SFRFZKB@KECRE (iffuse large B-cell lymphoma, DLBCL ) # &% 44 %44 1Q & 5 GTPase
%% & 2 (1Q motif containing GTPase activating protein 2, IQGAP2 ) #=%m it 5% & 415 & 42(cell division cycle 42,
CDC42) ¥ Z X R GRESL, Fik ®I2017F2 A ~ 2019 F2 A B3 &H 4 AP EERS 46 83 #41# DLBCL
BEARISTZ, ARML G 50 6] R M 43 A (reactive lymph node hyperplasia, RHL ) # 4% RLH 48, &
J S5 S RAN 5 R R S PP AT R A M 41 4R IQGAP2 A= CDC42 w9 & ik, FLE R B s % 22 4% 42 B % DLBCL 4847 ¥
IQGAP2 #= CDC42 #) % ik 2 %, Kaplan-Meier £ 75 #7 IQGAP2 #= CDC42 & iA % DLBCL &4 4 HF)E 0% m, £ H
F A% W& COX @244 % v DLBCL %450 W&, 4% DLBCL 4F IQGAP2 (83.13%) , CDC42 (85.54% )
FOmEE ST RLH 4 (8.00%, 12.00%) , £5F3HA %+ 5 &L (=57.016, 69230, 3 P <0.05) . DLBCL £14%
# IQGAP2 (1.21+0.23 ) , CDC42 (1.34+0.25) & aMsf ki &% T RLH AL (0.61+0.18, 0.75£0.21) , 274
A st F &L (215759, 14377, ¥ P<0.05) . Hans %% 3 GCB %, Ann Arbor s & 54 I ~ IV #7148 22 7 IQGAP2
(90.00% vs 69.70%, 91.67% vs 71.43% ) , CDC42 (92.00% vs 75.76%, 93.75% vs 74.29% ) & & M FE X F GCB A,
[~ 14, ZFEA%HFEL (=4.241 ~ 6.200, 3 P<0.05) . IQGAP2 ratta (50.72% vs 85.71% ) , CDC42 ralt
28 (50.70% vs 91.67% ) AL MEFE 5 KT IQGAP2 MME20, CDC42 MWL, £ BA %3 &L (=5.801, 7.013,
¥ P<0.05) . IQGAP2 M40 (56.52% vs 85.71% ) , CDC42 M40 (56.34% vs 91.67% ) =4F B4k A 7 & 45 34K T
IQGAP2 M/E4aF CDC42 ML 8%, 2 FH A% FEL (=4318, 4.963, 35 P<0.05) . Ann Arbor 51 ~ IV #1
(OR=1.618, 95%CI: 1.019 ~ 2.569) , IQGAP2 At ( OR=2.036, 95%CI: 1.174 ~ 3.532) , CDC42 A}t ( OR=1.763,
95%Cl: 1.114 ~ 2.789 )2 %% DLBCL %% A AT 694k 5 e ] %, 8518 DLBCL 4242 7 IQGAP2, CDC42 & ik 7+,
A% DLBCL &% RRFSH A%, A4 DLBCL MBRED,
KRR K12 K B 4KEDE ;S 1Q FEF Y GTPase BUG A 25 AR 24 MR 1 42;
FESHES: R733.4; R730.43 X#kHRIZAE: A XEHS :1671-7414 (2023 ) 03-072-07
doi:10.3969/j.issn.1671-7414.2023.03.013

Study on the Expression and Clinical Value of IQGAP2 and CDC42 in
Pathological Tissues of Patients with Diffuse Large B-cell Lymphoma
CHEN Tie-giao', YI Xiao-ming', WANG Yun’, WANG Ming-ming', ZHANG Yu-xiang'

(1. Department of Clinical Laboratory, the First Affiliated Hospital of Hunan College of Traditional Chinese Medicine /
Hunan Provincial Hospital of Traditional Chinese Medicine, Hunan Zhuzhou 412000, China; 2. Department of
Clinical Laboratory, Yueyang Traditional Chinese Medicine Hospital, HunanYueyang 414021, China )

Abstract: Objective To study the expression and clinical significance of GTPase-activating protein 2 (IQGAP2) and mitotic
cyclin 42 (CDC42) in the pathological tissues of patients with diffuse large B-cell lymphoma (DLBCL). Methods A total of 83
newly diagnosed DLBCL patients diagnosed and treated in Hunan Provincial Directly Affiliated of Traditional Chinese Medicine
Hospital from February 2017 to February 2019 were selected as the research objects, 50 patients with reactive lymph node
hyperplasia diagnosed and treated at the same time were taken as RLH group. The expressions of IQGAP2 and CDC42 in tissues
were detected by immunohistochemistry and immunoblotting. The expression differences of IQGAP2 and CDC42 in DLBCL
tissues of patients with different clinicopathological characteristics were compared. The effects of IQGAP2 and CDC42
expression on survival prognosis of DLBCL patients were analyzed by Kaplan-Meier survival analysis. Univariate and

multivariate COX regression analysis were used to analyze factors affecting the prognosis of DLBCL patients. Results The
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positive rate of IQGAP2 (83.13%) and CDC42 (85.54%) protein in DLBCL group were higher than that in RLH group ( 8.00%,

12.00% ), the differences were statistically significant ( x’=57.016, 69.230, all P<0.05). The relative expression of IQGAP2 (1.21
+ 0.23) and CDC42 (1.34 + 0.25) protein bands in DLBCL tissue was higher than that in RLH tissue (0.61 +0.18,

0.75+0.21) , and the differences were statistically significant (/=15.759, 14.377, all P<0.05). The positive rate of IQGAP2
(90.00% vs 69.70%, 91.67% vs 71.43%) and CDC42 (92.00% vs 75.76%, 93.75% vs 74.29%) in not GCB Hans type, Ann Arbor
clinical stage III to IV were higher than that of GCB type, stage I to II, with statistically significant difference (+=4.241 ~ 6.200,
all P<0.05). The complete remission rate of IQGAP2 (50.72% vs 85.71%) and CDC42 (50.70% vs 91.67%) positive group were
significantly lower than that of IQGAP2 and CDC42 negative group, respectively ( 1’=5.801, 7.013, all P<0.05). The 3-year
overall survival rate of IQGAP2 (56.52% vs 85.71%), CDC42 (56.34% vs 91.67%) positive group were significantly lower than
that of IQGAP2, and CDC42 negative group, and the differernces were statistically significant(y’=4.318, 4.963, all P<0.05).
IQGAP2 positive (OR=2.036, 95% CI: 1.174 ~ 3.532) and CDC42 positive (OR=1.763, 95% CI: 1.114 ~ 2.789) were
independent risk factors affecting the survival and prognosis of patients with DLBCL. Conclusion The increased expression of

IQGAP2 and CDC42 in DLBCL tissue are independent factors affecting the poor prognosis of DLBCL patients and are new

DLBCL tumor marker.

Keywords: diffuse large B-cell lymphoma; GTPase-activating protein 2 containing IQ motif; cyclin 42

PRIEK B MLk % (diffuse large B-cell lym-
phoma, DLBCL) JZi5ck WAYAERE A &tk tg
DLBCL Il IRYA YT LAFI 2 0 BT 5 ARl e . il
FHE. KEFBMEEMBESIT FERE, H
DLBCL J&—Fh S Bt b, 50 A vl oA i
B, SEARHUG Y, &4 1Q 2 GTPase ik
# M 2 (IQ motif containing GTPase activating pro-
tein 2, IQGAP2) fU & 45 E LML, S50
BhOFE. AN B AR EHE ARG SR P rAEk
K, TEFLIME W Rus M S B v
FEIR R, I AR R A M B S A RS IR
HE R ) K A R FE o AN A S SR I AR ) 42(cell di-
vision cycle 42, CDC42) J& Rho Kl b1, =51
FEHMIEA . BB ANFFZMERTRE ., MRk
B, LA . BRI T CcDC42 T
Pk LA, HALUEMORE A G2 1 S WiFkie, S
AN L B 5. H i DLBCL H' IQGAP2,
CDC42 B3k Kl R ARE A > . ARAFS i
K1l DLBCL H' IQGAP2, CDC42 ik, it —
H I AR S .

1 M#REFE

1.1 AFRAME HEHL2017 4E 2 1 ~ 2019 4F 2 i
() 1) e 48 P Bs PR B 129 1Y 83 1919112 DLBCL i
# 4 DLBCL 4., PAMifE: OFH= 18 %4 ; Q%
o FLZH 202 A A BH A 12 W7 DLBCL ;. ()1l PR AT
Vi RlE R . HEBRARAE: OIF & A B e s |

ARG S @I R H TR I
RGEIM DI RE AT RSN . Hrh Bk 43 ], Lotk 40
;44 31 ~ 80 (55.19+4.24) %'; Hans brifEd>
A Ak rputs B 4% ( germinal center B cell like,
GCB )33 i, 9F GCB %! 50 f§i; Ann Arbor Ilfi A 43-1:

I~ 8356, M~V 48 51]; BAEIK: 43 44 4,

7t 39 ;[ B $5J5 46 %X (international prognostic
index, IPT) #F43: 0 ~ 24333 5], 3 ~ 543 50 f4;
PEA LML 54 15 LIRSS (lactate dehydro-
genase, LDH ) = 245 U/L 41 f], < 245 U/L 42 .
36 B[] 2 52 1 1k 9k 1 445 188 A= (reactive lymph node
hyperplasia, RHL ) % 50§42 RLH 21, Hrp 5
P28 9, Lotk 22 19y 4FEHE 29 ~ 84(53.14 +4.63)%
PHLLTEPE R | AFIE 22 0] 22 53 TR0 12778 5L (=0.220,
=1.794, $] P>0.05 ). AR EABEACIEZE 51 254U,
ARG C A B A R 1D

12 RBEL5EMN A AL (EERR A, B
7 RM2016 ), Jt2= s ( H A Olympus 24 ],

RIS CX23) , Wbk il & ( Lg%
HIRAEYNT, 75 GI1216) . IQGAP2, CDC42
MY RERLR (268 Abcam A ), 185 abl187153,

ab41429 ) , BOWYE A . fb2g kot (b
KR A ), RIPA 4IERHR (BB KAEYA
Al ), GeneSens2100 B¢ WiAG 43T 248 (116
43 Fl ), ECLIPSE Ci-L A4 i 4 ( H 4 Nikon
ml) o

1.3 7k

1.3.1 JRI7 k. ¥ 6 ~ 8 MM EIMIN R-CHOP
RIF . H—-RKTURZE Y (EPE, L
B 2547 RN ], 5. SHO051 ) #5 kii i:,

375 mg/m’, B R T UARRBERERG (17 2 g 2y
HBRAA, #5: 0901311) 750 mg/m” + £ It
B (JRIBE A RAR, #t%5: H20063155)

50 mg/m™+ K FHmW (L7 DLEFZ), #5.

H20068151 ) 1.4 mg/m’, iKJEHs (FErh 28],

5. H42021394) 100 mg/m’. %53 ~ 6 K4kLL T
LLIEJEFS 100 mg/m®, =JEh—JE I, 6 ~ 8 i,

ST 45 R 5 A T T ROTA
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1.3.2 JPROTFAN . AR R AR 2 A & bk BV T RO
PRUEXT LTI AT PR ™, S22/ (complete
remission, CR ) : Jikbog il Ak, dEREfE] = 4 J&,
CR 3 H CR/ SBIEL x 100%.
1.3.3 fpARgE K IQGAP2, CDC42 KM : #5
ARAE . FHUDLBCL F8 75 Ik U5 9 #L 4 40 B I g
PEWRELgE I AR 0 (B U BA A AT T2 T )
2 50mg, BT 10g/dl (AR EypRor [ e b . SR
FH A B8 20 214k 25 1 4G I 2H 21 IQGAP2, CDC42
EHEL, A8V A MY A, LB L
AT e di e e, B R R BR, PTG 5
BEVEAr (0. JoYefa, 1. ¥, 2. FElE) M
P TAPESY (0: < 25%, 1: 25% ~ 50%, 2:
= 50%) , MHEFRM< 20 W, =2 5 Bk
1.3.4 ARPEEN AL IQGAP2, CDC42 I #KIA:
Bt DLBCL & RLH 41414 50mg, WA H#HFEE, Jin
A RIPA 2@ VK 124 4% 30min, B.O0H LW, 4
J& Y 100°C 15min £ FH748 M . £5FL 25mg 285 H & FAE,
e 45 8 80V, 30min, 4B 110V, 90min., &%
2 90V i 90min, Sg/dl AR WIELA 2h, —HT 4°C
EE N (R - 2000) , = iR
DLBCL

IQGAP2 |

B The Hb¥ENR R, B BUGAIEEH &
JKEE . LA GAPDH 1EAINZ:, TR H & A
YIIREEAR, FomE A&

1.4 it 5o N SPSS 22.0 # kgt 45 B s
ST THEURIIR (%) For, dlib R+
J7 K 95, A A£F 43 B R A Kaplan-Meier 43 #7 ( Log-
Rank #5155 ) o FREER K ZHEK COX [P 73Hr50m
DLBCL & WG ZE ., P<0.05 J 2% 54 411
2 &R

2.1 A2 1QGAP2, CDC42 % & &k wbix  fuyldd
AU AL R ULE 1, DLBCL ' IQGAP2 75 [ FH Yy
O FE N T MANEYE, CDC42 A FENT
A0 A% A4 3% . DLBCL 41+ IQGAP2, CDC42 7 1
FHMEZR 50 h 83.13% ((69/83 ) Fi1 85.54% (71/83 ) ,
7T RLH 411%) 8.00% (4/50 ) F112.00% (6/50) ,
ERAG = L (=57.016, 69.230, ¥ P=0.000) .
HEEESIRZE S L& 2, DLBCL 4H 4 IQGAP2,CDC42
X RIS 1.21 £0.23, 1.34+£0.25, &
T RLH 44119 0.61 +0.18, 0.75+021, Z5HA
GiitEE L (=15.759, 14377, 4 P=0.000) .

RLH

B 1 SEALEMARH IQGAP2, CDC42 BEAFRIE (200x )

DLBCL RLH

Case 1 Case 2 Case 1 Case 2

1QGAP2 “ | —— - 180kD

cAPoH — e

2 REELTRINAL T IQGAP2, CDC42 EHKRIE

2.2 IQGAP2, CDC42 % iA 5 DLBCL 48 % # s &
R AFAES X 2 W 1, Hans /3 %dE GCB AU,
Ann Arbor IIfi & 43 81 1 ~ IV ] 24 41 F IQGAP2,
CDC42 EHHER KT GCB MY, 1 ~ i, 2257
BRI SL ($P<0.05) .

2.3 IQGAP2, CDC42 % it 5 DLBCL & % & #1k
FHRRARRGH X EZ WE2, B3, AR,
83 fi) DLBCL "', CR # 47 ], IQGAP2, CDC42
FHEZ AL CR R AL T IQGAP2, CDC42 Bk
Fikdl (¥ P <0.05) . RS, BT 31 4,
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417 1 4], IQGAP2, CDCA42 FATEZEA2H = 4F ik # (¥ P<005),
HEAESR I AT IQGAP2, CDC42 [tEFikan

=1 IQGAP2, CDC42 ®ix5 DLBCL AEEIGKFIEHIEMKX R [1(%)]
Sl n 10GAP2 Pt Ve P CDC42 Bt Ve P

il B 43 39 (90.70) 39 (90.70)
3.642 0.056 1918 0.166

i 40 30 (75.00) 32 (80.00)

i (%) > 60 kY) 28 (87.50) 29 (90.63)
0.708 0.400 1.088 0.297

<60 51 41 (80.39) 42 (8235)

B AER o) 44 36 (81.82) 36 (81.82)
0.115 0.734 1.050 0306

x 39 33 (84.62) 35 (89.74)

TIMRIE A 54 48 (88.89) 47 (87.04)
3.652 0.036 0.279 0.597

X 29 21 (7241) 24 (82.76)

Hans 7} GCB #! 33 23 (69.70) 25 (75.76)
5535 0.019 4241 0.039

JEGeB M 50 45 (90.00) 46 (92.00)

Ann Arbor 73] [~ 35 25 (71.43) 26 (74.29)
5912 0.015 6.200 0.013

m-~N 48 44 (91.67) 45 (93.75)

IPLF5 (43) 0-~2 3 29 (87.88) 26 (78.79)
0.880 0348 2.021 0.155

3~5 50 40 (80.00) 45 (90.00)

LDH (U/L) =245 41 36 (87.80) 37 (90.24)
1.261 0.261 1.448 0.229

<245 4 33 (78.57) 34 (80.95)

x®2 IQGAP2, CDC42 %Xix5 DLBCL B2HEHUFITFIRTEMNREER (% (n) ]
10GAP2 i CDC42
% 5 7 P be P
LA (n=69)  BfEAL (n=14) FEEEAL (n=71)  BEAL (n=12)

CR% (%) 50.72 (35/69)  85.71 (12/14) 5.801 0016 5070 (36/71)  91.67 (11/12) 7013 0.008

3AERIRAAR (%) 5652 (39/69) 8571 (12/14) 4318  0.035 5634 (40/71) 9167 (11/12) 4963 0017

1QGAP2 1 CDC42 15
L P2 107 2 [i5171:
et 1
2 e
11k 1%
os b —+2-Bik o —+2.H1%
1
Z ol Z o6
mn Eial
4% 4
%]
04 B 04
02 f 02
0o 0.0
. ! . . . .
o 10 20 30 40 0 10 20 30 40
BT CHD AR CHD

3 IQGAP2, CDC42 EHFKiA*t DLBCL EEMEHIFIN
25 ¥HAEA SR E COX &2 45 %+ DLBCL TR R L Z N & COX 70 Hr, 455 Ann Arbor 43

MiEey W E WK 3, 4. LI DLBCL B4 AT W ~ IV IQGAP2 FH . CDC42 FH ¥ 2 52 i
WG AR (1=36T, 0=fF1&, t=WFF) , #F DLBCL B EAAETG 7GR R 2 .
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3 BRFEE COX LA XU B T #EE
S Tk e B SE Wald P OR 95%CI
GE >60% vs <60 % 0.154 0.146 1056 0.642 1162 0.873 ~ 1.547
5 Byl 0.188 0.176 1.141 0.581 1.207 0.855 ~ 1.704
B itk v 0.168 0.132 1.620 0.409 1.183 0913 ~ 1.532
ML A vs TG 0.251 0.202 1.544 0.514 1285 0.865 ~ 1910
IPI 43 3~5%vs0~ 2% 0.171 0.151 1282 0.566 1186 0.883 ~ 1.595
Ann Arbor 734 M~ViHvs I~ I 0.566 0.196 8.339 0.000 1761 1.199 ~ 2586
LDH > 245 U/L vs <245 U/L 0.349 0.182 3677 0.135 1418 0.992 ~ 2.025
10GAP2 BRI vs B4 0.641 0.181 12.542 0.000 1.898 1331 ~ 2707
CDC42 FEE vs B 0.717 0214 11.226 0.000 2.048 1347 ~ 3.116
x4 FEE COX bLBI X [ )3 EY
Bl B SE Wald P HR 95%Cl
Ann Arbor 73] 0.481 0.236 4154 0.030 1.618 1.019 ~ 2.569
10GAP2 0.711 0.281 6.402 0.001 2.036 1174 ~ 3532
CDC42 0.567 0.234 5.871 0.006 1763 1.114 ~ 2789
3 it JEM ] o> WA PSR T 7 1, FEp PRS- 1

DLBCL J& T B 4k U, shg4E AREL L,
FELBUM P R AR LS, 255N R I 4 B hE
W, Rl RN M, A S EOE R MK
ML ZsZE A TR B ERR IR ) DLBCL YAY T LAMEIT R 3,
VAR R BB Ay ik, RZBEERK
W2 2%, (BT DLBCL 2 M 1 P 1 45 5 1) firh
o, A 30% ~ 40% MR LR 2 & . MEIR
R R B0 R ABFSE DLBCL BB R ML
SR AENE VAL AT R S T I PR A A T 4 B gg
bR, BHAHEBEMIGKE L.

IQGAP2 J&—F GTP E#GIbEH, 450 &
1Q L a3k Iz 2 R I A PREEFI I, S 5 15 2R T A |
I 5 S R A iy 45 B A B 2 A U AR F
5%, DLBCL 1 IQGAP2 HE 1R A THm, S AR
Il PR B4R HE A5 ¢, $27R IQGAP2 25 DLBCL ()
Jigeg A e Je o BRAERHSE & 3L, DLBCL H' IQGAP2
mRNA B BT+, S5A8 s HE —5 ", DLBCL
1 IQGAP2 A THE 53/ RNA B 5w A
X% WF9E LB, miR-10b-5p 454 IQGAP2 mRNA [ 37
Ik 4 151X, [% Ik IQGAP2 mRNA 1% ¥ 5 ¥£, i
Jif g8 % A= isF miR-10b-5p . 3% T 18, 32 IQGAP2
mRNA F&EMEEAN, IQGAP2 R 21k FiRfe gk
iy 20 it F 1 o R 4R 78 Y. Ak, IQGAP2 ik
REAE IR s el S Ze AR BE , (R iR S e ke,
HpE R, A F#F HRGE, DLBCL H IQGAP2 )
FEIR T iR B S (2 1 A T PR 5% v SR 2 400 o) 240 i
R T 4 K M2 B AR ) S e iR, B

Bofd 1 Bk, 51 MR A58 b CDS'T ik EL 40
M B/, CD8'T 7 ZF L2 S ok Bigusi /L, i
ok ek . AR, 1IQGAP2 Al
I 2 40 B A R AL 3 9% /mTOR 3 3% i) 716
1k, 1EiEE GCB %! DLBCL i 40 i ik BE 147
i 953 248 Af 9 T 920, A 1 DLBCL /e 1) 8 1 ik
e M5 S5ARHFSE T AE GCB % DLBCL H IQGAP2
PR B —8 AR5, 1QGAP2 BHE
i) DLBCL &7 CR R B3Ik, F MK DLBCL
H IQGAP2 K iAA B T1FAk B & 1L 7 10 A sk
SR HRE I, IQGAP2 3k FH 5 figfis 4% in DLBCL
iy 4 R AL T VR T T 24, BRARIE & kT IR YT
f) CR R, KUMAR %5 "' 7 i, 1IQGAP2 B % ¥4
6 ML N R A K T 32 4k 2 BT Ui AKT i i,
s TR A B L Rz 1 o A AR 1 A R g ot 4 A
B, PEERRIR AT AR R A . ARG,
IQGAP2 ik DLBCL B F A fEfilf5 i 2%, &
20 DLBCL AN R TilJ5 s &R . & odr, —
5 T 2 IQGAP2 B4 3% 3 i Jed 200 JH S PR R g
iy s g e (R B AL RE i, R 2. S—
I, IQGAP2 FikTt =S SR AT it 25T L,
FEARALIF IR 3R, SRR E ARG . B,
IQGAP2 I fig J&—FlBT AL T 77 25Tk A1 93 f T
R AR G, A A48 Bhilf PR S 2E X DLBCL 11
Il PRYATT B T W o

CDC42 /& Rho X —M/hG&EH, HA
GTP i, REZNESE S F. CDC42 fiE
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e R AERETFHIET, RN EAEET
AR, SR AR BT R T AR K
I, TEMRARIE | B e S B g th CDC42 3Rk i,
AR Ay — b e £ 1 DR, 00 o) 200 R 2 Aol
B M R 7 p21, fEdEEanieh G1 i S
Wi, PR A U, ARBFSE, DLBCL
i CDC42 F kBl 1, 5 DLBCL A R Ifi K%
FRARAEA 56, #2278 CDC42 3£35S 5L DLBCL
() IR e A B et I o A BT HLAILD iR i JC B
B 5 S5 LAk Sl B AR PO R, 5 R AR
WHERE T 1A KT, HRIBERE T 1IARBE
FEHEA MR, 454 CDC42 JHE[H Y i3 3 1 X e,
{23 CDC42 # K1 mRNA MR A3k, B
F A B B AR RS 1 kA, CDC42 Sk GTP fif
fF 5 MBI, BEIS P22 FTE L &
P . c-Jun 2056 0t % Il 2515 i %, (2 g
A AR HE . AT RS R A s U A A
FME, CDC42 1yt i ¢35 R i i A 1 5 T 4
JEBE AN 9 KL, PN LR, s i
MR RZEAER G S U RS, CDC42 [
PR F ARSI CR R WAL, 78 CDC42 11
ik DLBCL & LI T iR UM . BFoT 3R
B, A7t 25 00 s i i rh CDC42 ik B s,
CDC42 38 S G A5 7 e T 1 R s+ 3, ek
Z SR FIL, RIS T 25 HES, BRAG
I 2RI AR, SEULITIR 25 AL
AN, ABFgEH, CDC42 FHMEFR A DLBCL 3 i
Jai 2, R CDC42 R ) PE 4l DLBCL i # il
Ja W bn S Y. i R, CDC42 FHPE R R
() DLBCL & X ER AT in 7 Ui 22, &
HEFEAREAAG . IGK L, BEIFATHYE CDC42
)23k, % DLBCL Il R 15 #E1 7 9FAh , ZE1by7 1
() B B R B AT T 28 AT 25l i, AT
TIFIRIFEIRCR, #EK DLBCL H ¥ B4 1Emffa]
2% | FF iR, DLBCL H' IQGAP2, CDC42 % ik
FhE, W& RIAS Ann Arbor R4 . Hans 537!
# %, H:[W 25 DLBCL f4 i #F 2. DLBCL
IQGAP2, CDC42 Ak B FH KA LIT ) CR R
W A, 2520 DLBCL H3# AN B A= fE 1S ik
SLfERI R . A RAATE R, B, A
T REATRAT IR, AR BEXT AN W) HH T 3 R A 745
BT, AR S IR YRR B i, i — 25T AL,
H Al IQGAP2, CDC42 7E DLBCL H iy HAARAME F (1)
a1 e N DA B e 22 A W o R
SRS, AT R TIR A ML
S Xk :
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