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DNA SYNTHESIS AND MITOTIC ACTIVITY IN COMPENSATORY
RENAL HYPERTROPHY IN THE RAT

Junzo OHOKITA

From the Department of Urology, Yamaguchi University School of Medicine, Ube, Japan.
(Director : Prof. J. Sakatoku, M. D.)

Hyperplasia of the renal parenchyma, one of the factors of compensatory hypertrophy of the

kidney, was investigated by determining intracellular DNA with microspectrophotometry as well as

by determining mitotic rate of the each anatomical fraction of the kidney after administration of

colchicine.

1) = After uninephrectomy, weight of the remaining kidney showed increase of 25% on the 14th

day, and at that time, it was still increasing.

2) DNA synthesis of the remaining kidney after uninephrectomy, revealed presence of the cells

of synthetic resting stage already on the first day. The highest activity was seen on the 5th day,

when approximately 6 % of cells were at synthetic resting stage. This was striking in the cortex.

No such cells were found two weeks after nephrectomy.

3) The highest mitotic activity was seen on the 5th day with monophasic curve. The cortex

was again remarkable in this activity, whereas the inner medullary zone showed almost no activity.

4) DNA synthesis correlated well with mitotic activity through the course of experimental

days.
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Table 1. '5"; 7 e—e Coutrol group
;m
1 S A IR EAEE -
i B ABEE EEBEE EBEINER T 6
e & e X 100 e X 100 Xo— Xz B
BB 9 (Xz) Xl Xg = -—
BB | B | FagflE (S.DY| PHME (S.D)Y| x 100 g T
1 6 | 0.51 (£0.42) 0.50 (£0.50)| —1.96 x 4
3 5 10.51 (£0.41)] 0.53 (£0.38) 3.92
5 | 6 |0.47 (£0.48)] 0.51 (£0.69) 8.51 50 80 110 140 170 200
7 | 7 {0.48 (£0.47)| 0:54 (£0.43)| 12.50 Body weight
14 | 7 | 0.53 (£0.84)] 0.66 (+0.61)| 24.53 .
Fig. 2.
. Table 2.
Z: E B o %%El’jj:ﬁ
o T ARERE | 7| ERRE o | WEBSTER
€iliiD) Bys | HE B | HE
FHE (S.D) FiEfE (S.D)
50g (65g¢ BATF) 2 0.65 0 0. 66
80g ( 66~ 95g) 2 0.51 (+0.40) 1 0.55 0.56
110g ( 96~125g) 8 0.50 (£0.83) 3 0.55 (£0.67) 0.535
140g (126~155g)| 10 0.50 (£0.27) 6 0.60 (£0.45) 0.476
170g (156~185g) 9 0.48 (+0.57) 18 0.52 (+0.62) 0. 456
200g (186g~ ) 0 3 0.68 (4+0:25) 0.431
N BEE o, TR FCIE - THMOERERL, ZOE»bIERE
NEY TS L X W5 7N N
RO LT T REDETT g b e i LT B L % o 5.

b BEONBECIIRROBE Y Lo, BR =21 EBXEHEAODNARICELT
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1) EEEMEE X OE

150~190 g @ Wistar 65 » b 100E&{EH LI,
RERE%%, 1H,38,5H0, 7HRBICHUACES
R L. HRBICRAB40ENEDT » 1 ELD
ATE. BB B KEREBET L Y MR
FxE0ED, No. 1 »-3—735 2 LikE, EHF
FEA DT VKER R #E BHEL BR
IR v TR CERE, Table 3 iRz $ X 51
Feulgen FIG%HEL7c. MK HEICIY Feulgen Ziff
BREDOLFERFMOR 5 BEERS - 25°C HE™, 404
Ts Z VgL, Schiff SIK L 90 ARG X 7. DNA

Table 3. Smear - Feulgen reaction

°oNo.1 #-3—# 5 AT Smear

o Air dry Over one hour
o Carnoy [H|E 40 min
o K (Aleohol) 10 min
o KEE (D, W) 5 min
o A (BN HCD 40 min
o RPE (LA A 5 min
(D. W) 5 min
o Schiff 3K 90 min
o HHLBEIE I 2 min (3/A)
o KBE (D. W) 5 min
o fiiAK 90% Alcohol 3 min
100% Alcohol 5 min
47K Alcohol 5 min
o ¥%f Carbol Xylol 5 min
Xylol 5 min
Xylol 10 min

EDOWEC LAY v AKEKK # (MSP-ANV) 5
BN A Hv e, MBI DNA E2A—ETH
B ECH EDSOCTHEEERERED ICE D TkS
ot PIBEERRBINHE (560 mu) AV, A
Ry POKREZT 41 &L, XEABZOFLIETCSH
T, r*E (BEOFEE<BIE Lo DNA BExHIH
L7z. DNA BEHE ST - TREBHTDOVT 500 =
DOfRERE L.

2) SEEREUE

EB RS HOBRBC kI 5 MaPID DNA B4 KE
LERH LY, BRAMTEE L AL 25 AR

Fig. 3 TH 5. MIAOHIHEES nbEXD L, &
BB\ 1 BB 5 DNA 828 2C Uk RT4
BHofiangZsbh, 5 BRAY—2EmRL, 2O
ErE AR OB in g T, 4C © DNA &4 4,2
i, Thebb G MEoflarlobh, 7TH
Bk 5 B ECRD SEIR G Hlofifailiz s A &
BN D. CoESBETIHE, 1HE XD EK
HoOMEIZRES b 00 B L TR, ¥
— 7R EMREARCs BBy, TERELD
Tofed AR ES b s, 148 B T, K
BB LSO MILIE & A ETRDThIR.
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DEofER Y b, FEEMSRBEORBC Mo HEEs
AL BT Ebh»Tc. DNA OFRLMTE 1 B R
IhRobh, FEMRCE S, SAANY-27 Lk
D, ¥15~6 a0t iZd, 4ABRITE
LA EEBSROMIREER OB THIC T
LD bR T,

LE T BEABEO Mitotic Rate [TRIL T
KT TR LA L ) RERTIERO—RTFELLT
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Table 4.
A o B N E B s B8 EH O A oB E R
REE PREOR | M (HREAHEOR Ml \HZRNHGEOR) MRE |DHGHGEOR Ml | 155
RIS /mm? | BE (DK /mm? #E D mm? BE O mm? HE | DK
2N (100 85) /1000j(100 HE) /1000|(100 REF) /1000{(100 HEFP) /1000
4 et EEE MR ME  EeE ikt S =i ) iilieseg il
SEHMECS. D) /mm? (S5.D)|/mm? (S.D)|/mm? (S.D)|/mm?
SHBZE 32 (£ 4.9)| 619 | 0.52 | 12(£3.2)] 628 | 0.19 | 6(+ 0.9)| 832|0.07 | 0 779 1 0
1 31 (& 1.3)] 645 | 0.48 | 23(£2.7)| 593 10.39 | 5(+ 1.3)| 895 [ 0.06 | 3 (£1.3)| 1025 | 0.03
3 [109 (£10.4)| 649 | 1.68 | 53(£3.9)| 649 | 0.82 [27(+ 1.6)] 965 | 0.28.]24 (£3.9)| 873 | 0.27
5 (185 (+ 43)| 664 | 2.79 1113(+ 25)| 585 | 1.93 [43(+10.3)| 813 | 0.53 |25 (+2.5)| 801 | 0.31
7 108 (£10.7)| 676 | 1.60 |64(+10.9)| 637 [ 1.00 [21(+ 5./ 796 | 0.26 | 7 (£2.6)| 1077 | 0.07
14 | 41 (£ 2.8)| 661 [ 0.62 | 20(+4.7)| 645 | 0.31 |17(£ 1.3)] 919} 0.19 | 3 (+1.3)| 951 | 0.03
20 | 26 (£ 4.3)| 673 0.39 | 11(+2.1)| 579 |0.19 | 7(£ 0.9)| 817 | 0.09 | 0 909 |
HROMENFET S Eribhol. OO
£, BOLDOICEHLBDOND0ETN5 BT 3 — outer Cortical zofe
McFarlanet®) O/RLICT » MCRFBBOM % 2 T vt ety e
WU, BB S mitosis DEEESR T, ?‘:2 o——-e Lnner s
1) FEBRMEE L UHE {
{kE 50~100g @ Wistar RS » + 14 L% H @
Wie. BRSNS oy, W 1H, 38,50, 24
7H, 140, 0HCEEREERHR L. NRCIRA =
HOEMBD T » M ER LI, ShbOEMILENRE _

D 4 BE[ERTC colchicine (0.1mg/1000 g &) % J8
ERckEIhle, BREERBETaen I & D
L, #L /7 7TWRTEEL, 6uD57 4 vHRED
< » hematoxylin and eosin ¥ % g L7,
rate OFHCIE, FHIV 2HOBELREXIFRL,
McFarlane @ 7R U 7 B0 4 4, $7ci>b outer
cortex, inner cortex, outer medulla, inner medulla
VT, —EORE (0.75 mm?) HOMAERE &
mitosis D EE 2. TOINTRNTOERIZ I
CTH£4EHI= D, mitosis 1211 100 %, ML
IR 20 282 C1EBC BT 28 EH L.
mitotic rate {LAIFE 1000 X35 mitosis D F & L
THbbLik.

2) B

F » FPEFOESECET S mitotic rate |3 Table
4, Fig. 4 TR T X 5L, outer cortex KL< D
mitosis ¥R, 5 AENAEY ~7ERLTC\%. inner
medulla CRWGTIRIEEAEFARCEE L bR
2. LaL, WTFhoffzicks\ Ty, 50—
7 BEICIIRT 6 fEOFBAREZ R L Tz,

B NE

UEDOFHIERE LB L, DEDISRRA.

D OKE HECThCRsWTh, BEMIC RS
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L, €—7i5 AERH D, MRKHEL 6 fFR0%HE
ByRL, —HETHS. '

i) WL, A REEREYEL S T3
outer cortex 2% < FA» Hit, inner medulla TGikix
LA ER DB,

i) WHE, MEILC1HBALS HERA G T
FESANCHENTA. SHE X208 Bt TRE
TN ERECHT S, L oIlT I EEEE T
iR oA E T,

% ®

REEBIERCEET 2EHILE L, BBET KT,
B oA - 5EEL Rhodiusél), Blasiusl2) /g &
5o b D TH D, 19494 Aristotled) DOIEHEIZ &
BE, RREEBECET B, WEREE0RL
DLBRECHALTED, THITEACE - TEER
By ERDRLE, oS DOTHSL S EEL
BhTw5, EEBIERCET 2 ZRNTIRR;
B, Tiobh b AMEC R 5 BT OREE
Mo TRBYHTHRD, 18714, Simon™ ik, B
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B\ S < BTz B0 & 5 ERBEI e i@
ELTC BREGREBEOAKCHTIEE, KIU0HRE
T TARDEREI 1A RDERNH L. DFE
BRTERRBCEBCIEANE I SEES D b
T, Zhit hyperplasia I X A4 D E LT\52%,
BRI R T/ o Th7s. Lo 5 1857 47,
Beckman® (XABIEHC, BRRBZICEDICFIOA
%, K E&EIERC X 5, increasing load b 5 &
L, — OB REMBANCREDRIMCLES 2 L1
BERTAHIHEOHWAIRI S E LT3, FEROK
L, DALY O—QIRE ORERC L MR oA
MELTW5, 18714F, Rosensteinbd) (358 RDOEH
T, GAERERNE, 458 CTREBIC 50% Oo@EEMNE
D, MR, AREORE SOk ],
POEBEHEMORRL, MK, Vv, ROFEC
I5bDTH-T, EEABROERICLL L O T
W LThd,

RIBEMEEICARICEST % mechanism oW T4 <
DHRBBHDH. T O—DIC 19494, Braun-Menéndez,
F L Chiodil) i X 2 RFEZH 5. MmMFEF I
“renotropin” WO HEDELEEXREL TE D, =
DOYB L nephron stimulating substance & U C@H
BBRMKACHEEL, BEFCL-THE S % &
L, BEEEE B35 2 & (T7c3 B functioning
nephron O DI J - T, renotropin HEEIL,
FEHAEDS renotropin & L\ VPHIBSRCET S &
TR < DIRT LSBT, FEFICHERO D B R
ThHHr, BEEEC, TOMERERMCTHINT
U,

DUVT 1964 4E Hinman2? & X » CTHIB X 1 i
work load ORIEN S 5. FTicb bl mE o BF
RC LD L, EEMGRE RBCRsbons, Fic
BT 5 GFR@J:%IS, 56,58), F5 X Ofﬁgﬁl&@iézm30,58),
IMFTENREE D b DS X B, th 4 ~ 5 B0
ZRDHHILDH RBF O3#jnsl.56.58), i X 08 A
RNA, ZFEEOBE4E2.28.38), FEHHFMN ICILHTE 8 Bl
< Golgi membrane DOHLGER free ribosome ¥ X
ER #5530, RBF #INC & % & OIRESD ¥ L O
DNA o/ & cdh 5. L A L functional work
load 727 CUHEHMALZ Vb H B, FRET & 14
RE DFEZRED, JREERP66,7D 3 XU B ~Of
fHx LicEa, Tiebbilflic B RENETR & 21t T
b, RERRROBRBFCR I Z2IEREB bicy, ¥
TR > THBENERLD LS EFEFILBAD, X5
CRFOCAR TLRAKCEI DV HEEW I h, foid
oA work load DRFEETIL7/ <, functioning cell

number XA LDMEE LTS, FlokKBEko L
LB UV RERRBCRD bR HERE O DNA &
BELED DNA SRR BN A Z i EH I T
% AM0,19, kit compressive tubular necrosis &
%9 % regenerat-ion DD THA 51D, ZHIXTED
BROETFLITFIoEREEL NS,

functioning cell number @ 4 BERAYR T &
WHZ EIBI L T, MceCreight et al. 45> D& b
5. EEMBREOERBCHED B D mitosis DIFEIL,
MEL LR LB ECROONLLDEFMUTHS
L, VBB 1B E 1/2B k188, 3fFikb,
T & 3/4 PR Tl 4 fEDECTH - fo LWL
D, COXS5ERNDEZ L L, Brh Ui
WIERE b Ie D THEFLFEET 2D TIR/Iehb I
WOEZAHTL S, 20K HE B L fo Goss2,
Williams? DEENH 5. REEBREOT » FOm
#, ¥ LU tissue homogenate %, [EE Z » F DOJEE
PE5 LT, & iz growth-regulating agent (I,
Tshoslcb WO RELS L T 55, Lowensteindd) o
4 Cix humoral substance DFEEEXFERL T B
L, Williams o #535E /DI L/ L T
5. FRmEBRBRABILofov v ATILHF © RNA
AT A L X, B growth-regulating agent
OEENEREN TV 52, Rusché? 12 X% LHlET
oz “special function” MWEET A E LA, B
BARBE LTk, BRiEpEEE & IEER M O BRE TR
T5. TiohbIEPREEE & U 1% renin @ 4794
MDESTHBH LT, BTREIERELZRSIL530
TH Y, MADSE I Eik o OIEPEI ORI iR
CEBEDTHAH LHEIN BT, FERRI renin %
BEANE SR ke L REEBIERTEEINS &
V5 EED L & D, renin MEFORBLCIVWLTHD
BT % 2 LR ENR T D,

¥R WBHRORFANEEBERCEST5 &0
58t % . Zumoffsl) OEEA-TIL, RERER LR
MICEBf 2R 2 7c 5 &, hyperplasia AEHICHE &
b, androgen 35 XU estrogen (L BEKZHE 3 %
RFid EMEL TS,

Goss2D 3 T HM MR 7 » b T, mitotic rate OKTF
#RLTHD, Rosstd) OB TILTERESLRT » b
iz, growth hormone % #&51L T, Bl L THE
Dt &b, ERECHRTFIELEL T growth
hormone T} 7\ L, TEMARZE sLEY THiW
EREL TS,

Moraski48) |3 desoxycorticosterone acetate % JE

7y MERELC, EERGREORBCRD ORI
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EAFEBEAN S D, TOBOHEMIEICIERY
BB EHFHEL TS,

7o folic acid OIFFEOHT G, BIEKREY & 1=
TEGAIHENROEINTETCHS, ZOIWVKE
DORLEIERY, RERGRERBCHEDOND LD
IDELL, IECHAR LIRS OERNE, KB
Bblc L FED DNA FRERED TS, ZoREI
TR CH B 2%, folate D RIS~ DIED,
o ENCEASEA 3 = o, water retention 332 B
BETIHAVHELTED, RFERRHEBC folic acd
DFGIIIER A IEE X Bl LG LT 5T,

X i humoral factor & U TE %z b’ lymphoid
system DEECOWTOREND 52, T bbb
lymphoid system (3L BT L » homeostatic mechanism
CEERBEARD S T2 40T, REEBEACE
LT lymphoid system 73 fa] 52O CEES-L T
2ETHLDTHB. .

PAERAEMER AR R O R BE U -C ot B 1R
functioning load I X 5L DTH B EEZLLRDHH,
humoral factor OEHELHEL 270\ .

Vo lE ) B D ARECEL T BREERR
BOBBCNLCLELERES » MBI L LR
CBOREERET L2 b, IERAEETHATF
Wieh L, KoHRC L 2854, RERRED
BB U R T 5 & To BRI BT
hyperplasia 23#8.Z » T % & T HHENDH 560,

YDA CHFERL EoT LV IHENH 5. &
323, [RFALSD, FRIIEELERD nnETbh
L. B0 AL, BEEREEDTHLREOGME
DOWIMPBIERDFERTH 5 & THH|ERD 5 131,80,
AT AL L HH70. BIL CHEREARR
LBBHERE, BERERFROBFCHADLNALLD
FIEE 7 v, RNA/DNA 3 I O protein/DNA ratio i
RERREORBOER 5 k& {, DNA %LU RNA
/DNA O¥EIMNEEWCEFRSBZ 3 L3 h T
) 18,253

IE® 7 » M ammonium chloride % & L&Y
#h% AL acidosis WERETS EEL LIS BiRk
& T, =X\ RNA/protein ratio D3t
FRD LISV ETRE L T\ 520,

FREBEAEAR KT 5 BOoBET R Ll
&k, ERTREEIRC BT 5 BIERIBEEC X
BT ETELDOLHBD,

BonEibFoELCH\ % - ¢, DNA G5 BT
LHANMUEERIEROMRCIEHINTE TS,
DNA O&ECEIL T, Johnson2® |Liifaie> RNA

BIOEARDOHINC X579, DRI DNA A5
BB ELTED, T, “critical mass” O{x
FHERHLCWS, T DNA A5 13 #ifgA o
RNA R IUEAR EOMITFHED #4E G L T
DNA ORI 5EL Ty 3. FEE T mitotic
cycle 12 58H% ©, RNA WHE, ManEaoH
EL RIS L, mitosis Thich OEBEL LicbT
= &2 535 Johnson DL S AT D, DNA &
EL Cit, thymidine ##5%% autoradiograph T3ig
KT DHELFEDE Z o -1, Feulgen FISHOH
BEDREN S D . RERHRED DNA & HRIL18~24F
B CERD bih, 48R F 15.23,28,36.60,71, 70 % & ~
7ETHLONREL, 2BHENRY Y~ 27 L7540
1LH%. €~ 7B DNA i 10% Wigkosng~t
EWIHENS, EEOERTIE, DNA HHIT 24
HRIBCHEDOATEDY, ¥—27d5HBRH T,
#6 B DMCHBAERTLONRE DL N T T
Kurnick3® o & —F L Tu%.

1872 4 Perls® (1A% X U EEZEOBIR TH B
T 9B%, MAHFHCHREO VS TCOBET, BEO
ERITERMEOMBOKRE SOEARRERTS LD
THY, ~riv~D loop I I ORERFIITA I &
HERL TWB. 02 18824F Ribbertt2) RGN H
% . sl hyperplasia DFZE DB OVTHRER
CHHBAZBIVY V¥ TEEBEYBEIL - Tk D,
dry weight TOERE L WNBBOELRDIH, Pic
< &L MBI OBELR D TR 5T, Rosen-
stein DFAE X I LT ERLGS, 2 IUSSHEEY
1243 hyperplasia IC X % L DB D LI 2 LExEL
CANTH 7.

g, fUEMEFIEKES T % P 1k, hyperplasia
DEAETH0ELCHEEN S Toh, BRORERRD
2, %  EARBMEBIEALY, hypertrophy OZEERME
“T% T, hyperplasia (232 A FERTEDLOT
HBHENS SOBRKRELHE HDHT B D, Aratakid),
Moored? 75 W & % &, BERE L nephron DO DHE
M, REIoWRkEEs EL, F ik Morel®
BEREOBREWNATALINCRI S 2 &b, FE
NELLERTH », FENE pseudohypertrophy 23
T, OHLITED hypertrophy ML I HLDLE
z2 i,

cellular hyperplasia Bl T, Oliver53) |3 cross
section "CiTfLIRHIE T 3t ZOBEIND & 5> B hy-
perplasia OFFEFEZFERL T 5 . FEEIC hyperplasia
DIFBAIE, testosteroned4,39) s X0 thyroxiné, 35 ¥4
7y MEBGHEAE T, KEEIC mitosis ZFEH S
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T35, FBEREREOREC LT % hyperplasia i
BIL Cix Ballman®)d 1 % TOEET, REIE |-
iz mitosis MIEHINIDRTDTTHS 5. BE
FRBOBFIC 11T 5 hyperplasia D#41T 1949 48,
Rollason6®, s L8 Sulkin® 12 X o CTEEMH & A
TENTw5.

PERZACHEES ¥T, &fbofsic & 4
L, BaARRFRC LD, BaD&EDL LB
TebTE TV 5,

Z & CEZEIIEOHEAE 2T mitotic activity 1
DWTOREZME e, L UEBRIT WL Tio¥
DESREENRRZ 5T %, %7 mitotic activity
R 5 JITTIRTF IR, T2 L o5
FET D,  BEET —2C TSR .
Floa vy s vEBSERC X5 & mitosis 23T S &
WORMEL BB, EE T ARCRKTD 2Ly F vy
HET D &, BOMBED a7k VECC Enb
S5H%TTD. cOMBECL T zAvF vk SRR
OMEHIBSE A — B T USRI Ao b D L2 5.
DWTEGHAFIZONT, IEHET » F DEHEMuT
DOWTCHES OWE LD &, £H 21 AT, R
HVEC BT % Ml O BRI s © DIEEED %A%,
L2RBCEETAELThY, RUEEBIERC ST
SESHEEFCHE T » MIT mitosis 235 <D H
HIZECOSMENR S DTN E LRS- 2 Th
L. HCRSET » FIEFR LD o & S s
L5530, Firbb young ¥k L U8 old rat ToO
mitosis [IFFEORIETH A 5 LE % HI233.44,57
Malt42) OBIRIC X 3 & RMAR R 5 1 HIB O 1
BROBICEEL L b X EHEL T 5,

JERB 3t % mitotic activity = B§ L T i3,
mitosis I 24 FF IR T8 HIED, 48 BB RS
TERRL, SBBEOK6~7 BicET5 Ly 5 gan
B\ FIEMLANCIE, EMRSEIE B bR,
inner medulla TiRIE & A ERDIETHHRENSL
L, Tepsicit outer medullar zone ¢ mitosis 7% 3
HH 37 B BeREErmied 2 itoe — 7
PIEHTHL O LD LI B18,5257,72.78), ExpRE
BT s BRI~ 2 R RE IO 6 fHic
EL, 1H%T, 200 BEFRCTFRL TLE.

Uk, BEI—EOFER LY, BHEEESIIE
B, DNA & it L U° mitotic activity
DIGHER DT, ChHEDEEL D D5 REEE
BRI WTIL, #is BER Y — 2 &5 Man
ENT y PEBVWTAHRBRS EEZDBRD.

i B

ZHIT » bR s REEEERORECEL,
FEAMCBEEOHITE, DNA EDOHIER L U mitosis
AL TO X DR L B,

D EEERE BB ERIMRIZI4AAE
TH 267 TR L, ToRENOERCS 1.

2) EES®E BBk 5 DNA 2504 BRE
HECIIVHPEL. ZoFR, 1HE XY ERMO
Mgz, 5sHERNEEELD, 6 BB aR
oML Fd iz, AN B abh, 2
BB TIE LA EERPBOMIEED b i s »
7. :

3 RERRE BB T % mitosis DI HEE
EHARY—2 &L, 6fEADMHEYRL, —Ek
THoto. FABIYL cortical zone 1 % < 52 %,
inner medullary zone T X iZd A KDL LD -
7.
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