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Gene Expression of Diabetic Nephropathy Rats in Kidney. Zhang Qian, Xiao Xinhua, Li Ming, et al. Department of Endocrinology,
Peking Union Medical College Hospital, Key Laboratory of Endocrinology, Ministry of Health, Peking Union Medical College, Chinese A-
cademy of Medical Sciences, Beijing 100730, China

Abstract Objective To investigate the gene expression of diabetic nephropathy ( DN) rats in kidney. Methods SD rats were divid-
ed into control group and DN model group. Fasting blood glucose, body weight, 24h urinary albumin and urinary creatine were measured.
On the 12th week, blood samples were taken to measure creatinine and usea nitrogen. Kidneys were taken to perform gene array. Real
time PCR was performed to verify the result of gene array. Results Fasting blood glucose, 24h urinary albumin, urinary creatine, serum
creatinine and usea nitrogen were significantly increased, body weight and urinary creatinine were significantly decreased in DN group.
Kidney from diabetic rats had 624 genes with significantly changed expression (495 increased, 129 decreased). Real time PCR verified
that ATP5bh ( F1 — ATPase beta subunit), Collal ( collagen type 1 alpha 1), Cox6c ( cytochrome ¢ oxidase subunit VI c¢), Ndufs3
(NADH dehydrogenase [ ubiquinene] Fe — S protein 3) and TGF — B1 (transforming growth factor B1) increased in the DN model group.
Conclusion Oxidative phosphorylation pathway, extracellular matrix (ECM) receptor interaction and TGF - B pathway may involved in
the development of DN.
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il BREEZE 2 ({8EFEH AR M4, 12 J8 K, 4% K Rk
ETACME, B 24h JR,3000 x g &0 10min, I LW,
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4. FE O SE 5 AR WESE N A Tlumina K B RatRef - 12
FHIRTE N A, LA 22228 SR EREE R, 2 BB Tllumina TotalPrep
RNA § B0 & # /R P EAT RNA 719 . 5 RNA 5% 515
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5. real — time PCR S 0ESC 5 S 7 B0 3iE 3 R0 4 S0 46, Bk
BT 7T ANFEMUEAT RT - PCR SE860 . 4 B8 [ 10 AT 1 75 42 Bt
RNA, [ # 5t Jy cDNA, B9 3T W3 1, & K ¥ GAPDH,
SCH R 7 PCR 76 ABI 7000 £ 4t 58 il

%1 real -time PCR I&iF L1863 491831

LN 4 F% EWESIY(5'—3") TSI Y(5'—3")
Atp5b ACCACCAAGAAGGGCTCGAT GCATCCAAATGGGCAAAGG
Collal TGGCAAGAACGGAGATGA AGCTGTTCCAGGCAATCC
Cox6c¢ CAGTCTTTGTATAAGTTTCGTGTGG AGCAGCCTTCCTCATCTCCT
Ndufs3 GGCTTCGAGGGACATCCTTT CCFCTTCACCTCATCGTCAT

TGF - g1 ATACGCCTGAGTGGCTGTCT TGGGACTGATCCCATTGATT
Gadph GACCCCTTCATTGACCTCAAC CGCTCCTGGAAGATGGTGATG

AtpSbh. ATP 4 i B F 5 ; Coll al . JEJE A 1 # ol ; Coxbe. 48 F ¢ FALTE W I Ve
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21 3] 01 A 11~ A 24 A 34 A
Xif HE 21 446.6 +18.3 492.4 +37.0 543.4 £40.1 592.6 £29.9
PRI B R A 450.0 +42.8 455.8 +32.4 " 452.8 +30.0 7" 459.2 42,77

54l i, *P<0.05, ** P<0.01
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21 51 24h JREEH (mg/d) PRILEF (mmol/L) MALEF (pmol/L) IR A (mmol/L)
Xif HE 26 24.9+3.9 9.36 +1.52 49.4 +3.5 7.65+1.74
R 72.6 £5.4* 2.44 £0.57" 81.0+7.8" 20.29 £2.57 "

SR HE, " P<0.05
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KECC 5265 - DN 21 %3 #% | 2% 5 %G8 e LS - FDR fi
ek B P B PR A B
Rno04512 20 Jify S [0 32 A B AR P A3 26 72 7.869 3.89 x10 "
Rno03010 % 22 81 6.498 7.49 x10°°
Rno04510 Jriy ¥ 8 B 29 98 3.646 3.67 x10°°
Rno00190 Enia3.704 24 95 4.295 4.91x107°
Rno04350 TGF - B {52 i % 19 76 5.416 7.11x10°°
Rno05012 1714 2% 22 97 3.798 2.35x10°*
Rno05010 ] 4R % 1 Bk g5 26 144 3.235 3.28 x10~*
Rno04614 BE-MSEKRERS 9 23 11.032 6.38 x10~*

FDR <0.001,f% L1 >2.0

4. real — time PCR 58 JIF 5Z 56 4% 5 . DN #5550 24
Atp5b Collal ,Cox6c ,Ndufs3 F1 TGF — g1 F [K 47 X
RIXFREAE(EKG)

% 6 real —time PCRI§IFSLIG &R

BHA AFHECE)  fFHfE (real - time PCR) P
Atpsh 4.553 3.9 0.039
Collal 4.833 4.3 0.003
Cox6c 7.127 7.2 0.004
Ndufs3 3.989 3.2 0.013

TGF - Bl 2.907 3.1 0.001
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AR A B AT 5 2 T v Wl 5 1 1) U402 e o
4 ZAE AR AR RIOBE A0 2R 77 Wy I8 ) n L 2 A I
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# E BE FiITPESESEFTEDUR Lppx Ml MT0322 (9 2480 LT H T MR A s, Ak wlhPEZ
A 173 BRIG RS> Bk, R L - J 35 557 B X0 B BR 647 35 37 , PCR 474 Lppx F1 MT0322 JE [ )3 31 , Bioedit {47 LX), L3 H T
A B SR R X G AR R X A 2 A8 . BEJS ] MegaS B4 58 R LS8 AR R (dS) FlE R X278 % (dN) R M, &R &
173 BREE B, SE R Lppx IR 4 AHETR] LA AE M 1 AN [] SCZ8 48 {37 o5, SE K MT0322 3 T 3 AR [A] L2848 A 1 A [R] 28 45 fir
M o 9 MR E Lppx152 o7 (28 JE 8 Fl A MT0322 1 159 (48 &4 T 1 AN XS H 1 AR R L 5848 Efﬂﬁ%‘ﬂﬁzb
Yo Lppx 47 15 A~ T AUMIPU IR R AL P AT 6 A KL T 804 ifi fE MT0322 vh 2 AR 1 ANKRAT 1 /l\ﬁgvﬁzzﬂwz/”*o Lppx KJ
dN/dS {4 0.19,MT0322 iy dN/dS fEiKE] T 3.69, MT0322 (AL X 1) IN/ASHE FIERMKX . &8 FE B3 Lp-
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Investigation on Human T Cell Eitopes Polymorphisms of Antigens Lppx and MT0322 in Mycobacterium Tuberculosis. ~Zheng Yuhong, Liu
Haican, Zhao Xiugin, et al. National Institute for Communicable Disease Conirol and Prevention, Chinese Center for Disease Control and
Prevention, Beijing 102206, China

Abstract Objective To study polymorphisms of antigens Lppx and MT0322 in mycobacterium tuberculosis and the effect on T cell
epitopes of these two genes. Methods We selected 173 strains from China, cultured them by L — ] medium and amplified gene se-

quences of antigens Lppx and MT0322 by PCR. The sequences were compared and sliced by Bioedit and the dN/dS values were calculated

AT ERK [ RRE =S L W BT H (81401647 ) 5 B KR # KL 35 5L 4 BE B H (2013ZX10003006 - 002 -001)
YE# BAL 102206 Jb 5T, r PG TR 42 ] v O o TR 42 BT
WIRMEE R, FIEA «jiangyi@ icde. en; JTHEMK , B F {54 : wankanglin@ icdc. cn

- 19 -



