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Z_ {12 50ng 2 3,7 #E % L (total RNA)4e » fiz ¥ 4% 5 Master Mix 33| ¥ 4e » = ¢
AR R BT 25 M 2 BN EASORF B2 44N 60 B F 30 A4
WS RFBESAE PEFA0BRBLAHF B F- BHRIENISAF RIS
P2 HEN 60 B F 1 A48 o X7 BT * 25 £-(TaqgMan probe » Applied Biosystems)
¥ k3R 2 (reporter dye) = FAM™ o

F Y A T R A& 2 4p ¥ 2§ e(Relative quantitation) > jE (T fi 0 12
TBP(TATA BOX binding protein) & F]en#& & § (T4 4 & & > 5 1% - B OFR
£ Flfr %4 & F(TBP)2 & % & pF chif R dicL {ACt (BCL3 Ct- TBP Ct)} » £ 12 27°¢
(BCL3 Ct—TBPCt);ZJ,: ;_L_% 4P }i‘E’ffiﬂ'ﬁ@‘Emf&ﬂ%\ IEJ'E_ o

() %3 i
% %z B enfesk B R 0 14 Student unpaired ttest Xk 4 47 continuous ey 0 FR 1S H
v’ test % A 45 categorical ey o i e o A2 [ DB e BCL3 £ Flendk g B -
* x test & —“‘Ff Fisher exact test %t #& o 41 * Kaplan-Meier 7% %4 177 F BCL3
Fl4 2 P o 4 28 2 FEWE o I R bR K ¥ §F #i-57° (Cox proportional
hazards regression model) # #7 = 2. 28 =% 13 % I 7f {¢ ]+ (independent prognostic

factor) -



_I‘ep%

(- ) ZRFEHBEATFTRERE 24K
AL E B ST B R R A o 0 B HEE O A o At B
i&i—%;l‘%h‘—*‘* A EAFABEARLT T A FAEERAR LT 16 4 o B %o
i B % #:"’l'i SRR AN RRER R o m bR R LZE B oA s (co-morbidities) =
G oo Rk R 46 4 (902%)F RV G A o AR REE AR TS R 0 hhEp g
% - = 7 APACHE 1II 2 SOFA % #c/ % 5 22.948.8 = 9.443.2 » Flef 3 % 2B (& * e¥ e B
4 39 £ (76.5%) » FIRE Bea o HRE J&g%"’h;«}%‘i‘ 16 * (31.4%) » BRI ™= & 4 28 =
5 27.5% 0 90 % pF 5 353% 0 @ v g5t = & (In-hospital mortality) ] 5 43.1% A
BCL3 AR 4 RESAITH R pra g2 L REEF16 R « T LG FFRLE S AR
e e &0 # P BCL3 AF LM ES B F > A E 22 853 w15t
FrEyxoiL 2P &3 005 dprd A lﬁamﬁF PR B T R T
(lymphopenia) & 2% § i c3(75.5%) » &t HfFA) - & € 7 b’“r?itég’,-v (52.3%) -

(= ) BCL3 £ 714 £ 2 £ 47(BCL3 gene analysis)

*F 3 4% 2 BCL3 & %122 TBP(TATA BOX binding protein)t Flen& LE 4p £ 16 & 5
Tk B4 B BT 2 ACLBCLIC-TBPCY) = 16 4 (% cuff-off point) » + ¥ty & 5 % BCL3 £ 7
M m=31); >y E 5 M BCL3 AFA R E(=20) E# o~ FrEftz 865
T R REE R ﬁy;,ﬁ_ﬁﬁmw Bl s B AR R e s B - AT T AR A
BRI EFDLE 0@ bl S % - 2 APACHE 11 3+ 4 » § BCL3 é"]z\ﬂl il
» 21.8£7.9; M BCL3 AF 4R e 5 245499 3 e pm R e  F ¥ m L3P ES 03) -
e & & F BCL3 AFEREiyp L > h- FE g5 7k 4 (37.5%)F. ok T kT ek
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BAI)FIpTd 2 A O BE H A A AAER o= 5 *Ki Bl R e o ¥ B d (8 i T

ERpEE A BAEFL { Be il l‘?oi@ﬁ_" VT AR Fle 35 FlEFEY
M RETATERLAEAS LA M S Fep R E o

PSR AT TRA R B BRI e R i e g R 8
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SR S 2 & & M 4% % £ hyper-inflammatory £ hypo-inflammatory & f8 7% F s d &
RHHEFF R EE-HDRGF o bAELY -;# e R S £ AR RIS R 3
EHOEFHAAANTAAM SHROEF AT A Ao - RETR A & e § )
PIE T & & HIFA DR AL -
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